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 د لوړو زده کړو وزارت پیغام
 

د بشر د تاریخ  هام تلفو او د ی  کاا کفارل د وواو ې  هاو ا هام 

 .لاسفم یې ړلاو  سارتوو ې  رول لاو کاا مخال تلاو ی ل لوباول  د 

دیسي کفرل د نصرل ېسرسي بلرم جاوړ   ېاا د هدک کاد  د 

کی یت هم لوړ لو کا تلو ېیهښت لل . لم  مد  ېتوام د ندخوېلاو 

تعیری نو  د  رت د غوښفنو ې  د ټولنا د ېړتیر   هم نظل کا نیولاو هک برخاد  هیژندل شوخو

 نو  دیسي توېد ې  کفربونم د تحصوینو لوریک بلېبل ې  ېرپ شي.

لم ښرغوو ېسفردېنو ې  لیکوېلانو څلم د هړک لام کاوتم تننام کاو  ېاا د ېتادېیک هخاری خاا 

څارنوو کاا دیسي کفربونام تا لی  ې  ېخسفو  ې  د کوونو هم ې ږد  کا خا هم رووو ېړ ناد  

ء کاد  د  ې  د هاو ا توتاوی خاا هام رلکات یې ساف  ژبرړلي د   رول تلي هوی خا ېدې

د . لم نوی  ښرغوو ېسفردېنو ې  هو رنو څلم  و هم دینښت غوښفنم کو  تال څاو هام روواو 

سي کفربونم ې  دیسي تاوېد بلېبال ې  ېارپ کاد   ېاا لام ېارپ ېړ ند  بلرو کا نو  دی 

 ی سفم د ګلېنو تحصوینو هم  ېک کا  یکدل شي ې  د هدک کاد  د کی یات هام لوړ لاو ې  د 

 وومم هل سا هم هلتلفګ کا خا نېک ګر  ېریسف    . 

د لوړ  هدک کد   هېیت دې رووام دنادک باولي ېاا د ګلېناو تحصاوینو د وومام سا حا د 

 لوریک د وووتو هم تلفو و یشفو کا تعیری  ې  نو  دیسي توېد بلېبل ې  ېرپ کد .لوړ لو 

 کې  هتوږ  مکری مېکا  خحیا   ید  یټاد ېفغرن ترشوترنو لوریک د جلتنم کم اک  هم هر

 د رول لو لوریک خا هتینم بلېبلک کدېدک.  د  کفرلڅلم تننم کو  ېا د 

 کد  ې  هلېرفیر  تاوتم تال څاو هام نیا د   یوم تندک خو ېا نوتوړ  ګټویک هل سم د ې  

 یېتوونکا کا د  ل دیسي تضمون لوریک ل  تل ل ک خو تعیری  دیسي کفرل  لل .
 

 هم دینښت

  ېلوم روېجم ومل  بیهو نمل د کفوی نج

  هخل د لوړ  هدک کد  

 ۱۳۹۸کربل  



 
 

 قدرمنو استادانو او ګرانو محصلینو!

کې د درسي کتابونو کموالی او نشتوالی لهه لووهو سهتونڅو  ګهه ګ ه   ونوافغانستان په پوهنتون د

ړه میتهود معلوماتو تهه س  رسهی نهه لهري  پهه زا ونويشمیر استادان او محصلین  وو زواتکېږي. 

 ټیه چې زاړه دي او پهه بهازار کهې پهه  ګټه اخلي ګه  نوچپترو  او نواو له هغو کتابو  تدروس کوي

 کیفیت فوتوکاپي کېږي.

او   طبي پوهنتون کاب    کاب بیرونيال  ننګرهار  خوست  کندهار  هرات  بلخ موږ د ېاوسه پور  تر

ساينس  انجنیهري   د طب  سي کتابونهدر  مګتلفعنوانه  ۲۸۹لپاره کاب  پولي تګنیک پوهنتون 

 DAAD  ۱۷۰آلمهان د علمهي همرهاروو ټهولنې د  يطبه ۹۶) واو زراعت پوهنځي ورنالیڅم  ژ اقتصاد

 د کتابونهه Kinderhilfe-Afghanistan  ۷ د افغان ماشومانو لپاره د جرمني کمېټېغیر طبي  اوطبي 

جمهوري  فدرال اند آلمپه مڅار شروف کې  کتابونه DAUG  ۲ آلماني او افغاني پوهنتونونو ټولنې

 ۸ډ او واک اېهد سل ۱ د صافی بنس  لګوا  Afghanistan-Schulen  ۱د  ونهکتاب ۳  ينسولګر جنرال ک

 .چاپ کړي ديپه مالي مرسته  ( KAS  سنور کتابونه د کانراد ادناور بن

 اتوهز ووهپوهنتونونهو او  ونهدهړ ا ولهوټ وادېهچهاپ شهوي کتابونهه د ه يړ نومو ېده  چ ړو ېادونود 

چههاپ شههوي کتابونههه لههه  ولټههشههوي دي.  شهه ېو  هګههتو  اړوههه وادارو او مؤسسههاتو تههه پهه رېشههم

www.afghanistan-ecampus.org شئ. یکوس  ډاونلو ډ ګه  ڼېپا بوو 

 د  ې د افغانستان د لوړو زده کههههړو وزارت هحال کې تر سره کېږي چ ېدا کړنې په داس

 کلونو په ملي ستراتیژوک پلان کې راغلي دي چې: (۲۰۱۴ه  ۲۰۱۰)

کهړو او د وهوونې د وهه کیفیهت او زده کوونرهو تهه د نووهو  کهره او علمهي  د لوړو زده"

معلوماتو د برابرولو لپاره اړونه ده چې په دري او پښهتو ژبهو د درسي کتهابونو د لیرلهو 

او پښهتو  ي ژبې  ګه دريانگروڅ لپاره له   روفورمي نصاب د شي د تعلیمفرصت برابر 

اړوههن دي  لههه دې امرانههاتو  ګههه پرتههه د و ژبههاړل مههواد درسيژبههو تههه د کتههابونو او 

س  نشي کوسی عصري  نووو  تازه او کره معلوماتو ته  استادانپوهنتونونو محصلین او 

 ."پیدا کړيرسی 

سره مرسته وکهړو او د چپټهر  نومونږ غواړو چې د درسي کتابونو په برابرولو سره د هیواد له پوهنتونو 

د و و. د دې لپههاره دا اړونههه ده چههې د لههوړو زده کههړ او لرچههر نههور دوران تههه د پههای ټرههی کېههږد

 .کتابونه چاپ شيدرسي عنوانه  ۱۰۰  ه نا  هموسساتو لپاره هر کال 
 



، چو  هوه لولوو ميولرخ  کلوو کو  نوون کتا ونوه ولیروخ، وله ټولو محترمو استادانو څخه هیله کوو 

نوټونوه او چورکونوه ایو او او د چواا لووا    وژ اړن او یا هم لول هخواني لیرل شون کتا ونه، لرچوک

 ،وو وسوته یو  د اړونوو هوه   و اکړن چ  هه ښوه کیییوچ چواا او  ی  هه واک ک  مونږز  ،تیا  کړن

او  ټروو هوه اړونوو لوول وړانوی ونوه یواد شوویو هموا نګوه د .استادانو او محصلی و هه واک کو  و کوړو

 . من ګامونه هو ته کړوی کله ک  اغ هوېڅو هه ګ   تک ، له مونږ سر  شریک کړن نظکیات

تر هو د کتهابونو محتووهات د نړووالهو   لفینو او خپروونرو له خوا پوره زوهار اوسهت  شهوی دیؤ د م 

 د کتهاب پهه محتهوی کهې  ینهې کیهدای شي بیها هه علمي معیارونو په اسا  برابهر شي  خهو 

وهو تهر  هو خپه  نتروهات او    نو له درنو لوستونرو  ګه هیله مندوليدل شيتیروتنې او ستونڅې 

 تر  و په راتلونري چاپ کې اصلاح شي.  لف او وا مونږ ته په لیرلې ب ه راولیږيؤ نیوکې م

مننه کوو  رهډې ګه  رو وا اکترډله مشر  ېاو د هغ یټېله افغان ماشومانو لپاره د جرمني کم

 ۱۷۰هنتون د پو  رهارګمهاله د نن ېتر د یدو   ید ړیورک وې تګښد دغه کتاب د چاپ ل ېچ

 .ید یستیاخ هړ پر غا  تګښکتابونو د چاپ ل رطبيیعنوانه طبي او غ

  CIM (Center for International Migration & Development)او( لهه دفهتر GIZ) توهز یآ  ېد ج

 يړ د کار امرانات برابهر که ېپه افغانستان ک ېپور  ۲۰۱۶نه تر  ۲۰۱۰له  وېزما لپاره  ېچ ګه  

 مننه کوم. ېکوم له هړ وو  ه   د ز

 پلهوموپوهنمه  د نیعلمهي معه  یالله خواجه عمهر  بیوهنم  دوکتور نجپ وزور د لوړو زده کړو له

مهالي او اداري   معهین ډاکهتر احمهد سهیر مهجهورمهالي او اداري   یعبهدالتواب بهاسکرز  ریانجن

د سهلاکار ډاکهتر ګه  رحهی  صها    وزارت کهې لهوړو زده کهړو  پهه  قيواحمد طارق صهد سیرئ

او استادانو  ګه مننه کهوم چهې د کتهابونو د چهاپ لهړ  پوهنځیو رویسانو د   انوسیرئ ونوپوهنتون

مننهدوی يه  او سهتاينه ر ېهډ ګه  مؤلفد دغه کتاب له . ې دهکړ ورسره وې او مرسته  لېهڅو وې 

 کړ.  ېپه وړيا توګه ګرانو محصلينو ته وړاند ېوکلونو زيار -خپ  د کلونو چېکوم   وې

 ګه ه  مننه کهوم چهې د فهی  حبیبي او  هر وو حرمت الله عڅوڅ ه د دفتر له همرارانوهمدارنګ

 نه ستړې کیدونرې هلې  لې کړې دي.کتابونو د چاپ په برخه کې وې 

 سلاکارد لوړو زده کړو وزارت   کډاکتر وحیی ورد 

  ۲۰۱۹  اپرو کاب   

 ۰۷۵۶۰۱۴۶۴۰  ټیليفون: د دفتر

 textbooks@afghanic.deايمي : 
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   

 

             

                      
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۱ ۱۲

۸ ۲Rubella۳

۳۱ Mumps۱۱

۱ ۴ PERTUSSIS۲۲ 

۵۱ Scarlet fever۳۳ 

۸۲ Poliomyelitis۹۳  

۲.۲:  CHICKEN POX OR VARICELLA۶۴ 

۲.۹: Enteric Fever ۳۲ 

۲.۶: Acute Hepatitis, Hepatitis A.B۴۲ 

۳۲ Hepatitis C,D,E,G ۹۳    

۲ ۴ (Cholera) ۱۳ 

۱۳Sepsis۱۱

۲۳ Encephalitis and Encephalopatheis ۱۳۱  

۳۳Acute Bacterial meningitis۱۱۱

۴۳ SHIGELLOSIS (Bacillary Dysentery)۱۲۱   

۵۳Tetanus (Clostridium tetani)۱۲۵

 



 ح
 

 

۱۴Fever۱۳۱

۲۴ Immunity ۱۴۲  

۳۴Immunization۱۵۱

۴۴ acute flaccid paralysis۱۶۱   

۵۴۱۱۳

۶  .۴ : Viral Hepatitis۲۳۵ 

۱   .۴  : References۲۳͊ 
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(Measles or Rubeolla) 

  Macular popular rash

exanthematous

۳۵۳،۳۳۳ 

۱۳۳۳۳

Epidemiology
EpidemicEndemic

 

۴۶ 

۱ 

۱۳

Malnourished

RNAParamyxovirus

۲۴
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Droplet spray

۴۵Infectivity۱۱

 

 Primary viremiaRES

secondary viremia

 

     

Capillaries

Serous exudateproliferation

PMN 

(giant cells) ۱۳۳

Finkeldey-Warthin

Sebaceous

Interstitial 1
 

pneumonia Hecht Giant cell pneumonia

                                                           
1

 Acute interstitial pneumonia (AIP) is an idiopathic interstitial lung disease that is clinically 

characterized by sudden onset of dyspnea and rapid development of respiratory failure. ... AIP is 

histologically characterized by diffuse alveolar damage with subsequent fibrosis. 
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EncephalitisSpinal cordBrain

Perivascular DemylinizationDawson Sub acute Sclerosing 

 Pan Encephalitis(SSPE) cortiex Matter  2Degeneration 

Intranuclear Intracytoplasmic inclusion bodies  

: 

۱۳

 

trans placental۱

 

 

1: Prodromal stage (Koplik spots and mild symptoms). 

2: Eruptive stage & Maculopapular rash stage accompanied by high grade 

fever.

.  Convalescent stage3: 

۸)Prodromal /Catarrhal stage(

۳۵

ConjunctivitisCoryza 

Barking

۲۳

Kopliks spotKopliks spot

 ۱۲۱۱

                                                           
2 Degeneration: a: progressive deterioration of physical characters from a level 

representing the norm of earlier generations or forms b: deterioration of a tissue 

or an organ in which its function is diminished or its structure is 

impaired a degeneration of cartilage. 
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prodromalCatarrhalprodromal

۴۳Posterior Cervical 

Lymphadenopathy

۲:

۴ ۵

Maculopapular rash

Maculopapular rash 40-40.50 

۴

۲۳

۳-Convalescent stage 

۱ Brawny discoloration

Branny desquamation

۱۳ 

 

Measly look faceMaculopapular rashKopliks spotSSPE

Measly look face

(Measly look)

Bridge

dischargeSlight 
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SplenomegalyMesenteric 

LymphadenopathyRash

Measles

۱۱۳ 

Hemorrhagic or Block measles

EcchymosisHemorrhage

platelets

۳IgM

۱

۱Roseola infuntumExantum Subitum

.3 

۲Rubella, Echovirus & Coxasaki virus

Kopliks spotLymphadenopathy

۳Scarlet Fever

Sandpaper

                                                           
3 Roseola usually caused by a virus called human herpes virus type 6 (HHV-6). It may 

also be caused by human herpes virus type 7 (HHV-7). It is usually a mild infection that 

causes no long-term problems. Full recovery is usual. 
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۴MeningococcemiaMacular popular rash

petechialtoxicity

Hypotensionconjunctivitis

۵Serum Sickness

۶Infectious mononucleosis, Toxoplasmosis, Kawasaki disease  

:

Measles

very young

immunocompromised  

acute encephalitis۸۱۱۱

۸۲

measles encephalitispost

immune 

mechanism Para infectiousdemyelinating 

encephalomyelitis

LPCSFPleocytosis

  

Sub sclerosing pan encephalitis (SSPE)

۳۱۱  

virus(Persistent Measles)

degenerative

۱۳۳،۳۳۳۱

۶



7 
 

Otitis media

bronchopneumoniapneumococcus, 

staphylococcus aurous

laryngitis, tracheitis, bronchitis, giant cell pneumonia, 

interstitial pneumonia, bronchiectasismycobacterium tuberculosis

tuberculin 

hypersensivity

Corneal ulcerationConjunctivitis

Myocarditis

-persistent diarrhea, hepatitisiliocolitis

Noma

Hemorrhagic MeaslesMeaslesGIT

CNS

Thrombocytopenia

Miscellaneous

Pyogenic

MarasmusKwashiorkor

Nephrosis Asthma, Eczema.

Anti-viral

Sedative
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A4Vitamin A 

retinolretinol

 Vitamin A randomized controlled 

trialsVit-A

Vitamin A

Vitamin A۲۱۲

200,000 IU۶-۱۱ 100,000 IU۶

50,000 IU Vitamin AVitamin A

ا ۲-۴

 

۱۱۳

  

EncephalitisDisability۶۱CNS 

DegenerationSSPE

۹۶۴

Immunocompromised 

                                                           
4 Measles virus infects the respiratory epithelium. Vitamin A is required in regeneration 

of respiratory epithelium. Such is the extent of respiratory involvement in measles that it 

creates a state of Vitamin A deficiency in body. Indian (and other developing country's) 

general population is already vit A defecient, and this is further exacerabated in measles. 

Hence, timely doses of Vitamin A can save a child's life in measles. 
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Vaccineepidemic ۹

۱۱ 
5۲۱۱۵۲۱

۱۱ 

or German measles 6Rubella  
 

 7German measlesد  

Exanthematuos

 

      

 congenital rubella syndrome 

:  ۵۱۴

Teen agers۶ 

    

Subclinical

 Rubella virusRubivirusTogaviridae 

single standard RNA ultraviolet pH 

 

                                                           
5 Vitamin A enhances the antibody response to measles vaccine given at 9 months of age 

significantly, especially in boys. The effects are sustained over time; the children who had 

received vitamin A with their measles vaccine were more protected against measles at 6-

8 years of age. 
6 The name of rubella is derived from the Latin, meaning little red. 
7 Rubella is also known as German measles because the disease was first described by German 

physicians. 
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۱Person to person

۱۱

۲Acquired during pregnancyvertically

congenital rubella syndrome

: Maintain in human populationـ ۳

۴sub clinicalinfectious

)primary viremia(RES  

RES

secondary viremia)(

Incubation period۱۴۲۱

Prodromal symptomsprodromalstage

۱۵

Forchheimer spots۲۳

enantheme 

Forchheimer spots

Lymh nodeSub occipitalpost auricular
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Exanthema Maculo popular  

   

maculo popular۲۴

Subclinical

۵۳

Maculo popular 

Arthritis

transient poly Arthritis- arthritis

۳ 

IgM

IgG۶
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IgGprimaryreinfection primary

IgGreinfection

IgMIgM

PCR

(polymerase cnain reaction)

Probably rubella: fever, maculo popular rash, and cervical, sub 

occipital and post cervical lymph adenopathyor arthralgia/arthritis.

WHO 
criteria 

Confirm rubella: a Probable case with IgM seropositivitiy within 28 

days of onset of rash.  

 

۱other rash producing diseasesRash

o Mild form of measles, scarlet fever, roseula infantum, intero viral 

infections and drugs fever Rubella. 

۲ Combination of exanthem and suboccipital lymphadenopathy 

o Entero viral infection  infection mononucleosis, adeno viral and 

mycoplasma pneumonia, infections in adolescents. 

 

 

۸ child hood(post natal rubella infections)

Encephalitis۳۱۱۱  20% mortilitiy 

rate   

۲thrombocytopenic purpura۹۱۱۱ 

۹myocarditispericarditis

۶Progressive rubella pan encephalitis (PRP)
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۵

Congenital rubella syndrome

۳۱۳RA 3/27۱۴۱۱

IgGIgMIgG

Congenital rubella syndrome 

ibuprofen

:  CRS(prevent congenital rubella 

syndrome) 8RA 3/27 strain 

rubella۳۳

(protective efficacy)  ۳۱

۸۱۲۳

MMR

۸۳۱ ۳ ۳  

۶

                                                           
8 Rubella attinuated straine  
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RA 3/27 strain

HIV

۸۳۲۸

transvers myelitis

۱۳

۳۴

seronegative۴

 0,5ml/kg 

body weight
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Congenital rubella syndrome 
verticallyrubella

fetus congenital rubella syndrome 

۱۱۱۳

۱۳۲۳

 

case definitionCRS

CRS lab data

 A  A B CRS

A: cataract/congenital glaucoma, pigmentary retinopathy, Hearing loss and CHD.  

B: microcephaly, mental retardation, meningoencephalitis, splenomegaly, purpura, 
9radiolucent bone lesions, jaundice with onset withen 24 hours of birth.     

patent ductus arteriosus 

sensor neural deafness 

 

 syndrome: congenital Rubellaof  10adClassical Tri 

                                                           
9 One of the most common findings in skeletal radiology is increased radiolucency of bone, 

most properly termed osteopenia. This term is much preferred over terms such as 

“demineralization” or “undermineralization”, since we really can't tell the exact mineral 

status of the patient's bone from the radiograph alone. 
10  Triad:
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Cataract, cardiac abnormalities, & deafness. 

IgM

 

salt and paper retinopathycatractsPDAmicrocephaly

IgM

11.  

 CRS

seropositive

  

Multiple handicupsmultidisciplinary team

  

                                                           

 11IgMIgM
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  Mumps

     

Parotid glands 

 

    

RNAmumps virus

paramyxoviridae serotype 

ultraviolate light

 

 

  

۱۳

۱-۲

۱

۱۲۵

child hood۱۳۹  

adolescence trans 

placental maternal antibodiesacquired 
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 epitheliumglandular

primary viremia

secondary 

viremia

۱۳

(ovaries)  

۲ ۴ 

mumps 

 

stensen
12 

mandibularsub  13 
                                                           
12 The parotid duct or Stensen duct is a duct and the route that saliva takes from the major 

salivary gland, the parotid gland into the mouth. 
 12 The submandibular duct or Wharton duct or submaxillary duct is one of the salivary 

excretory ducts. It is about 5 cm. long, and its wall is much thinner than that of the 

parotid duct. It drains saliva from each bilateral submandibular gland and sublingual 

gland to the sublingual caruncle at the base of the tongue. 
 

 13mandibular

Wharton
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(sublingual) 14۱/۳

Parotid

Salivary glands anatomy: 
-There are three pairs of salivary glands. 
-Two parotid glands, the largest, one in each cheek, Over 
the angle of the jaw, in front of the ear. 
-Two sub mandibular glands at the back of the mouth. 
-Two sub-lingual glands, under the floor of the mouth.

۸

Aseptic meningitisParotitis۱ -۱۳

aseptic meningitis

Parotitis۳۱۳

۳۱۳

3:1

Encephalitisencephalitis0,02-0,3

primary infectionpost infectious 

                                                           

 
14
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encephalitisdemyelination 

,

 

1/20000)-due to auditory neuritis}   ,{deafnesscerebral ataxiafacial neuritis

nephritis transvers myelitisGuillain-Barre syndrome

۲Reproductive system 

Epididymoorchitis

prepubertalorchitisafter puberty

۳۳۴۳orchitis۳۳

۳۴

 orchitis

sterility

۴ 

Pancreatitis5%  

insulin dependent diabetis mellitus 

Oophoritismastitis, nephritis  Myocarditisthyroid

Dacroadenitis

optic

۱۳۲۳

IgM

amylase۱۳

WBClymphocytosis

CSF, IgM
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IgG

۱

۲

۳phenothiazineiodides

۴

۵ 

 Para influenza virus, cytomegalo virus, Coxsackie virus, HIV, bacteria 

(Staphylococcus Aurous) & influenza. 

antipyretic

Ibuprofen

 

OrchitisarthritisSteroids

Orchitis

۵

 ۱۱۶۱ 



22 
 

seronegative۱۶

۱۱ 

(mumps, measles and rubella) MMR

۱۲۱۵۴۶

meningoencephalitis

(very rare sequelae)

PERTUSSIS

۱۶۱۳SydenhamPertussisintensive cough

 Whoop

 Bordetella Pertussiscocco-bacilus

Bordetella Para pertussis۵

Bordetella bronchi septica adenovirus

pertussis syndromepertussis 

like illnesscross immunitywhooping 

coughBordetella Pertussis

infectivity۴

 pre paroxysmal
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Whoop

Bordetella Pertussisinfrequnt

out break

Bordetella Pertussis

۱۳۳

۱۳

۵

۱

 life long

۳۵۱۲

Pathogenesis

B. Pertussisciliated

pertussis exotoxin

lymphocytosis

patchy necrosismeucopurulant exudate
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CiliaCilia

CiliaCell debris

Bronchiole

 Emphysemaathelectasis

 Pertussisparenchymablood stream

blood culture   

Glottis

Vocal cord

Inspiratory Whoop

infiltrationhillar-periheart  
15shaggy

 

 ۳ ۱۲۶

younger children۶

Whoop۶

)Catarrhal stage(:

                                                           
 15

 

 ببر، زيږ، څپولى )لكه وېښتان(.
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prodromalpre-paroxysmal۱۲

Rhinorrhea

Paroxysmal stage

۲۶

(expiration)۵

۱۳

Whoopglottis

. 

 

Whoop

rhonchi

)Convalescent stage(: 
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۱۴

. 

 

 

1-Respiratory system: Bronchiectasis, pneumothorax, emphysema Otitis 

media, pneumonia, atelectasis, and pneumomediastinum. 

2- Neurological complication: seizure and encephalopathy (2-7%). 

3-Bleeding episodes: epistaxis, retinal or subconjunctival bleeds, intra 

cranila hemorrhage.  

4-inguinal hernia, rectal prolapse.   
5-Malnutrition due to persistent vomiting, and disinclination to eat becase 

of fear of paroxysms of cough with attempts at feeding.  

۶- paroxysm  

۱-quiescent cell-mediated immunity

۹INH 

۱-  

۸ : 

۲ :lymphocytic leukocytosislow ESR. 

Leukocytosis 20,000-100,000cells/mm³۹۱۱۱

paroxysm

 T cellsB cells

young

,lymphocytic 
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leukemia (leukomoid reaction)

polymorph nuclearsuper infection

۹ :catarrhal 

paroxysmal stage

cough palate

medium Bordet Gengou

۲

۳۱۹۶۳۱

Proper technique for obtaining a 

nasopharyngeal specimen for 

isolation of Bordetella pertussis

۶ :spasmodic cough  

Adeno virus infection, endobronchial tuberculosis, inhald foreign body 

and reactive air way disease.

5-The classic finding on CXR are 
o Peri Hillary infiltrates. 

o Shaggy border of heart” shaggy 

heart". 

o Atelectasis.  

o Or emphysema. 

o It helps in excluding the 

complications of Atelectasis.  

 

: 

1 Bronchiolitis 

2 Pneumonia 

3 Cystic fibrosis 

4 Tuberculosis & Anemia

5 Intra-thoracic lymphadenopathy

 

6 foreign body

(admission criteria) 
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۱ Life threatening paroxysms

o Low oxygen saturation not resolves 

spontaneously at the end of paroxysm. 

o No whoop at the end of paroxysm. 

o Post-tussive unresponsiveness.

o Duration more than 45 

sec. 

o Blue color change. 

o Bradycardia

۲ young children۶ 

.

۳Apnea

۴Cyanosis, Seizure, Encephalopathy

 

(parenteral) tube Nasogastric

 

o ventilatory support 

o 

 

o Apnea

Intubation 

o  

o 

 

1- The antibiotic of choice is Erythromycin 40-50 mg/kg in 3 devided doses 

(Maximum 2g/day) given for for 7- 14days. It is not preferred for neonates. 
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۱۴

B.Pertussis 

2-Azithromycin in dose of  l0mg/kg/day for  children less than 6month in a 

single dose for 5days and  for children older than 6 months   l0mg/kg/day on 

day 1 then 5mg/kg/d on day 2-5  is the preferred agent for most patients 

particularly in neonates.  

3-Clarithromycin 15mg/kg/day in 2 divided doses for 7 days. It is not 

recommended for neonates 

4-TMP-SMZ (Co-trimoxasole) TMP 8mg/kg/day in 2 divided doses for 14 

days Contraindicated at age <2m. 

۵salbutamol

  

۶ corticoesteroids salbutamol

۱ 

۱۵

۲

trans placental immunity)IgM

DPT

DPT۹۱۱۳۱

۴۸۱۸۶
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۸۱

 

:

o Mortality rate۸

o ۳

۲

o asphyxia

encephalopathy 

Scarlet fever
Scarlatina

erythrogen

 

group A beta-hemolytic streptococcus

strainerythrogenproducing a red 

colored

endotoxinexotoxin 

 

o ۱۲

 

o ۱۳ ۱۱۳  

o ۱۳ 

o  
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o  

o 

erythrogen

vasoparalytic efficacy

 

interstitial nephritis

The exudative pharyngitis typical of 

scarlet fever.  
Although the tongue is somewhat out of 

focus, the whitish coating observed 

early in scarlet fever is visible. 

۱۲۱

۲۴۴۳

javascript:refimgshow(1)
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۵۱

۴

white strawberry tongue

red strawberry tongueraspberry tongue

petechiae 

Tongue Bumps:  
Enlarged Papillae and Other Problems. 

 Leukocytosis

30000/cumm

۱۵۱۳eosinophil۱۳۲۳

 

o 

http://www.healthline.com/health/dental-and-oral-health/tongue-bumps
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o beta hemolytic streptococcus 

GA۱۵

 

o ۲ASO titer 

o Schultz chalrton testErythrogen

۲ .Erythrogen

۲۴

 

 

o Rubella

post auricular

IgM & IgG 

o Measleskoplike spot

IgM 

o Infectious mononucleosis

 Paul bunel-Davidsonmono spot

Exanthema subitumRoseola infantum

influenzaandenovirusCoxsakie virus 

1) Meningitis  

2) Pneumonia & otitis media  

3) mastoiditis

4) Myocarditis & infectious myocarditis 

5) Nephritis & pyelonephritis 

6)  septic arthritis 
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Ibuprofen

Paracetamol

 

 

o Penicillin. 

o 27,2۱،۲

Benzathin penicillin27,2۶

Penicillin V 30mg/kg۱۳

o Cefazolin 100-150 mg/kg۳۴

 

o Clindamycin10-15 mg/kg۴۱۳ 

 

o Erythromycin20-40 mg/kg۴۱۳ 

o Vancomycin40 mg/kg۴ 

 

Benzathin pencillinErythromycin۲۳۱
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Poliomyelitis 
۲۱۱Michael underwood

۱۱۱۱ 

:

Encephalitis

Paralysis

    poliomyelitisitis Myelospolios

poliomyelitis

polio

genus,echo ,polio 

coxsackieenterovirusesRNA

picarnoviridae 

PolioII, IIII

III

Polio۶۹۱
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۳۳

chlorination 0,3% formaldehydesultraviolet light

Epidemiology

(Natural reservoir)

(Mode of transmission)

 

Polio۳۶

۴۱ 

 ۲.)

16 

(Fecal oral route))17 

                                                           

 16۸۱۸۱۱

 ۸۶

۲

 17summer camp

overcrowdingsemi tropicaltropicalaugustOctoberPolio
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Perinatal

Pathophysiology 

implantation

adenoids

EndothelialPayer’s Patchesendothelial

replicate primary viremia 

Viremia

.18 

How polio virus enters 
the body?  
 Through the mouth.

How polio virus is 
excreted outside the 
body? 
 Through the anus 

with stool.

viremic (secondary viremia)

 

multiplication

                                                           

 18

pharynxintestineIgA

re-infection
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۳۱ ۱

Pathway

19. 

neurotropic

neuropathy

 

1-Spinal cord–anterior horn cells 

2-Medulla–vestibular–nuclei, cranial nerve nuclei & reticular formation 

which contain vital centers. 

3-Cerebellum–nuclei in the roof & vermis only. 

4-Mid brain–chiefly the gray matter, substantia nigra & red nuclei. 

5-Thalamus & hypo thalamus   

6-Pallidum & cerebral cortex– motor cortex.  

neuro trop

VestibularMedullaVermis

CytoplasmNissle 

Necrosis

Phagocytosis

                                                           

 19ViremiaAntibodyIgMinfection  

vaccinationIgG
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۹۹۳

 ۸۶

۱Silent or in apparent infection90-95%

 Poliomyelitis

۴۶

۲(Abortive Poliomyelitis) Minor illness۵

flu-like

coryza, pharyngitis

paralysis

(provoked)

۹Non paralytic PoliomyelitisAseptic Meningitis۸۳

Minor illness

(false signs of meningeal irritation), brudzinski sign

kerning’s signfalse neck rigidityneck rigidity

head drop sign

NeckRigidityKiss the knee test Tripod sign

۶Asymmetric acute flaccid paralysisParalytic poliomyelitis۱ ۸۲

۲۳۱<1 % of infected cases

Paralytic poliomyelitis(major illness)

Non paralytic Poliomyelitis

Paralytic poliomyelitis
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Spinal Form> 95% casesSpinal

acute flaccid paralysishallmark

gluteus Maximus, quadriceps

deltoids ,triceps ,bicepsforearm

power

fasciculation

head drop

Pneumonia

phantom hernia

weaknessacute poliomyelitis

 patchyasymmetrical

poliomyelitis

۲۲۱

۲۹myalgia

 

Tremor, hyperesthesia

Paralysis

 

Bulbar form<5%Bulbar
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Bulbar poliomyelitis

Paralysis

vasomotor

hypertension, hypotension, tachycardia,body temperature

hyperthermia, flushing, pallor

Bulbar poliomyelitis

 difficulty in swallowing)

(Saliva)Pharynx 

aspirationNasal regurgitation

UvulaVocal cord

HoarsenessAphonia atrophy

 

Rope sign :Acute angulation between the chin and larynx caused by weakness of hyoid 

Muscles.  

Bulbo spinal formbulbar

Encephalitic form

disoriented, drowsiness Tremorconvulsion 

 Provocative poliomyelitis 
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Paralytic poliomyelitisDPT

LP,tonsillectomyadenoidectomy

Provocative poliomyelitis

poliomyelitisParalytic Non paralytic 

Poliomyelitis Abortive Poliomyelitis,poliomyelitisacute Paralytic

PoliomyelitisLMN-lower motor neuron 

 

Is polio UMN (upper motor neuron) or LMN (lower motor neuron) disease? 

 ?  20LMNLre the differences between UMNL & a What, LMN disease Yes 

LMNL(lower motor 
neuron lesion) 

UMNL(upper motor neuron 
lesion) 

Variable 

Flaccid Spastic Type 

Decreased or lost Increased Tone 

Decreased or lost Exaggerated Reflexes 

Downward (-ve) Upward (+ve) Babinski 
Absent (-ve) Present (+ve) Clonus 

 

 

۸- virological

Special studies۴۱ 

(residual neurological deficit) 

PoliovirusCSF

۲- 

 ۸۳

AFP-acute flaccid paralysis

                                                           

 20UMNLLMNL–
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۲۶

۱revers cold chain

REMTWHO  

 

  

۸۶Polio virus

AFP

۲ 

Confirm (Polio Non polioPolio compatibleSabin virus 

۹- CSF

leukocyteLymphotoytes

۶- 

: 

Aseptic Meningitis, Gillian Bare- Syndrome (Acute idiopathic polyneuritis), 

Sever Hypokalemia or Hypokalemic hypotonia, Transverse myelitis, Post 

diphtheria Paralysis and Botulism  & others.  
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Complications 

o  Paralysis

o 

 

o MelenaSingle

multiple

o Acute Gastric 

dilatation 

o Mild hypotension 

o mild hypertension 

o 

۸Abortive 

۲Paralytic

 

Hip

. 

Analgesic 

۲۶

Analgesic
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Suctionbulbar poliomyelitis

 

Aspiration

Physiotherapy

Splints

Prevention

re-infection

OPV) -(Sabine

 )IPV-(Salk

What are polio vaccine used?  

SabineSalkVariable

Live attenuatedKilledType

OrallyIM InjectionRoutine of administration

+++ (>95%)+++++ (100%)Prevention of paralysis

IgM , IgG & IgAIgM & IgGAntibodies produced

Can effectively stop itCannot prevent itPrevention of re-infection

Highly recommended by 

WHO

Not suitableMass immunization

Often developNot developHerd immunity 

development

Rarely happen Never happen VAPP occurrence 

Pathogenicity/ 
virulence  

Seroconversion Immunogenicity Polio virus  

High + + +≥90%+ + + +P1

Low +≥99%+ + + + + +P2

High + + +=70%+ +P3
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Polio

Polio

Polio

OPV) -(SabineIPV)-(Salk

 

(Immune compromised)Polio

(Long life Immunity)

Polio(Vaccine associated paralytic 

poliomyelitis)VAPP

 2.4.

Gammaglabulin

Prognosis

 ۳۵-۸۱۵

۸۳

 

CHICKEN POX OR VARICELLA
childhoodexanthema

Vesicle Rash

۳۱
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۳۳

human herpes Varicella Zoster Virus (VZV)

 long life 

immunity

dorsal rootganglion cells

۱۳۱۵dermatomol exanthemZoster

herpesshingles

Transmission

۸۲Rash

Rash۵۱

:

herpesVaricella Zoster Virus (VZV)

 DNA

۶۴

primary viremiaRES

secondary viremiachicken pox

 vesicular

۸۶۸۴۹
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۲۶۶۱

chicken poxVesicles

۹۴

Rash

Macules

Papules

Vesicles۲۳۱۳۱۱

(Crust)hypo 

pigmentationhyper pigmentation

Vesicles

۹۶Co38,5

Immune compromised

Progressive Varicella

Malignancy

http://www.vaccineinformation.org/photos/variaap002.jpg
http://www.vaccineinformation.org/photos/variaap001.jpg
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500/cummImmunocompromised

Immunosuppressive, Cytotoxic(

Varicella

Coagulopathy

EchymosisPectechia

Antiviral

۳ 

Chickenpox and pregnancyCongenital Varicella Syndrome

embryopathy

۱۲

۲۱

zigzag

۴۱

Neonatal Chickenpox

VZV–anti

VZIGVaricella-Zoster-Immunoglobulin
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۱۲

Immunoglobulin۳۱

Premature

VZIGAcyclovir 10mg/kg per 

dose۱IV.

Varicella bullosa Bulla. 

Varicella Gongrenosa 

.

۲

۶IgM

۸coxsackie 

۲Impetigo 

۹urticariaPopular:Popular

.

۶Scabies Sarcopta Scabies

.

۳Herpes Zoster:

.

:
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۸Varicella Pneumonia

MorbidityMortality۸

۴DyspneaHemoptysis

.

۲

۹thrombocytopenia 

۶

۳Reyes syndrome 

۴osteomyelitis, CellulitisImpetigo

۹Optic , Transverse Myelitis

Gillian Bare Syndrome 

۱myocarditispericarditis

Chickenpox

HydrationAcetaminophen

aspirinrays syndrome

 calamine lotion

Diphenhydramine1,25mg/kg/doseHydroxyzine 0,5mg/kg/dose

۴
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Immunocompromised

 Varicella Zoster immune 

GlobulinChickenpox۶post exposer

VZIG 

Acyclovir 2500mg/m)2daily dose 1500mg/m(total۱

۹Acyclovir

۲۶۶۱ 

Chickenpox

Acyclovir۹

 renal function test varicella

۸0,5

Immunocompromized

Varicella Zoster 

immune Globulin 125 IU/10kg22

(children)1/50000۸1/13000

 Enteric Fever
Feco-oral

   rose 

spots

Typhoid feverParatyphi A,B,C
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۱

typhoid feversalmonella typhi

  Para typhoid feversalmonella paratyphi A, B, C

 Enteric Fever۲۳۹  enterica

salmonella 

entericasalmonella

1-somatic or cell wall lipopolysaccharide (o) antigen. 

2-flagellar (H) antigen.  

3-And capsular or polysaccharide virulence (VI) antigen located in the cell 

capsule.  

complement C3

phagocytosis 

Salmonella typhi

610receptor blocker 2Hproton 

pump inhibitorSalmonella typhi

feco-oral

۵
610
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Reservoir

۲۳

 

A schematic diagram of a single 

Salmonella typhi cell showing the 

locations of the H (flagellar), 0 

(somatic), and Vi (K envelope) 

antigens

Epidemiology

canalization

۳

۸۱۲۸

۲  

 

Etiopathogenesis)(:

Salmonella typhi

penetration,peyer's patches , mesenteric lymph nodes

mononuclear phagocytesprimary 

bacteremia۹۸۶

reticuloendothelial

secondary bacteremia

Payers Patches
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Payers Patches

 

 ۹۸۶

 inoculum size 

Typhoid

Paratyphoid fever

hallmark

۲۹

step like curve۱۳۲۱۳۱

۵۱

۸۱۸۶
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)Coated tongue

۲۳۹۱

meningism

۸۱۲۱periumblical

rose spots 

popular۲۶۱۸۱

۲۹

۴۱

 ۸۳۲۱

 

۲۶

۸۲

 cytokine 

۲۹

۸۱۲۱
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۸Bleedingperforation

Bleeding)perforation(

۸۱۸۳

Peritonitis

Payers Patcheserosion

Enteric fever sever: severEnteric feverـ۲

delirium comaObtundation

(altered level of consciousness)stuporshock

۳۱ 

۹-

Splenic abscesses, Hepatitis, cholecystitis, pneumonia, Disseminated Intra 

vascular Coagulation, Pyelonephritis, lung abscess, septic arthritis, 

osteomyelitis, Meningitis, endocarditis. 

۴

Toxic encephalopathy cerebral thrombosis acute cerebral ataxia transvers 

myelitis optic neuritis aphasia, deafness. 

۸۵ 

۸۱-۲۱۵ 

Relapse۳۸۳

beta lactams

cefiximeceftriaxone  quinolone azithromycin

https://en.wikipedia.org/wiki/Altered_level_of_consciousness
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(Carrier state)۳-۸۱۵ ۹

۸۶

food possessing

prevalence

Diagnosis 

۸

EosinopeniaNeutrophilia

۲BiologicalTransaminase۲۹

SGOTSGPTCRP

Dengue fever

۳(Blood culture)Bacteriological examination

)Blood culture(

۳۱۶۱

10ml5ml

Bone marrow cultureBone marrow culture

peripheral blood culture 

۱۳۳۱RES

   serological test:ـ۶
Widal test ۸۱۱

IgG, IgMsalmonella typhisalmonella partyphi A, B)H
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(flagellar antigen OO

IgMIgG۴۱

HIgG

۸۱۸۲

۶ 

O H1:160

O

۹۸۱H

vaccination)(

false-

Positivefalse negative False negative

 False-Positive enterobacteriacae

. 21 

: NEW DIAGNOSTIC TESTS 

A-Typhidot test/ enzyme immunoassay test (EIA) 
B-Modified Typhidot test called Typhidot-M:22 

                                                           

negative Widal's test may result from the assay being performed early in the -A false 21

is more likely in an area of high  test Widal's positive-false course of illness and a

represent past infectionendemnicity where antibodies may  
22 A-Typhidot test/ enzyme immunoassay test (EIA):That detects this test cannot 

differentiate between acute and convalescent cases.It may also give false positive results 

because of previous infection with S typhi, or current reinfection in witch secondary 

immune response significantly boosts IgG production and IgM becomes undetectable. 
B-Modified Typhidot test called Typhidot-M: That detects IgM only (sensitivity 90% 

and specificity 93%) 

C-IgM strip/dipstick test: It is based on binding of S. Typhi specific IgM antibodies to 

S. Typhi lipopolysaccharide antigen (LPS). (Sensitivity 65-77% and specificity 95-100%) 

It is rapid and simple alternative for diagnosis of typhoid fever where culture facilities are 

not available.  
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salmonella typhisalmonella para typhiVi

- DS.typhiPCR Polymerase chain reaction 

 

Gastroenteritis, Bronchopneumonia, Hepatitis, Amebic liver abscess, 

Shigellosis, Miliary TB, Sepsis, Tuberculosis,  Malaria, Bacterial 

endocarditis, Infectious mononucleosis, malignancies(lymphoma , 

leukemia).  

۸:

۹ ۹ 

abdominal distention

۲

۹ 

AmoxicillinChloramphenicolnalidixic acid

Cotrimoxozolmultidrug resistant salmonella(MDRS

۸۳۳۱
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Third generation oral cephalosporin for domiciliary treatment 
Cefixime (20mg/kg/day) given twice daily  

Cefpodoxime (10mg/kg/day) given twice daily  

Third generation cephalosporin for hospitalized and / or MDRS patients.  

Ceftriaxone (50mg -100mg/kg/day) given twice or once daily  

Floroquinolone (oral /IV) 
Ciprofloxacin (15-20mg/kg/day) given twice daily  

Ofloxacin (10- 20mg/kg/day)  

In case of quinolone resistance in uncomplicated cases especially during 
relapse. Azithromycin (10- 20mg/kg/day) given twice daily  

Others: Aztreonam (50- 100mg/kg/day) in 3 divided dose in MDRS cases 

allergic to the cephalosporin. When there is no response to parenteral third 

generation cephalosporin aztreonam is a good option.  

۲۶۶۱

۱

۸۶۱

Relapses

betalactame)cefiximeceftriaxone(

primary therapy

Quinolone sensitive

Fluorquinolones

treatment of carrierscarrier

amoxicillin100mg/kg/day
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cotrimexazole10 mg/kg۴۸۲

naldixic acidquinolones۲۱

Corticosteroid

toxemia

dexamethasone3mg/kg۴ 1mg/kg۶۱

hemorrhageintestinal

blood transfusion

thrombocytopeniaplatelet

prevention 

Hand washing

water borne illness 

prognosis 

۸۱

۸

۶۱

 

Acute Hepatitis 
 

trigger 

1-Infective causes. 

o viral infections (A, B, C, D, E) 

o other infections (parasites, bacteria, fungus etc ) 
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o Hepatic Abscess (pyogenic & amebic) 

2-Metabolic causes. 
3-Drugs. 
4-Alcohol. 

5-Physical damage. 
6-Toxic causes. 
7-Auto immune causes. 

 

3-Hepatic Abscess (pyogenic & amebic).

4- protozoa and helminthes infection

1-viral hepatitis

2-Bacteria hepatitis

Hepatitis A 
Hepatitis A         HAVnone enveloped small RNA virus

HAVSerotype

immunity 

۲۳۲۵HAV Hepatitis

HAV

 

 HAV Feco oral

(poor sanitation)

viremic phase

 Anti HAV IgGnewborn

  Anti HAV IgG

 : Pathogenesis

viremiabile

 (fecal shedding)HAV
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micro 

inflammatory 

 2/3

2/3 anicteric 

A۶

۸Incubationpre-clinical period۱۵۴۳

۹۱

۲(prodromal) 

gastroenteritis  

 FatigueDark urine 

۹icteric phase

۸۱

2-4 mg/dl

hepatitisViremia

Hepatic enlargement, pale stool, dark urine, splenomegaly  posterior cervical 

lymph adenopathy.  

older childrenatypical manifestation 

Ascites, pleural effusion, firm hepatomegalypruritus
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۶convalescent

۴۱

HAVfulminant hepatic failure

prolonged cholestasis

0,1-1%  ۶۱

Necrosis

Markedhepatic encephalopathy

Advance

۱۳۱۳Fulminant hepatitis

HAVpersistent hepatitis

۲۱۹۱۴

Relapsing hepatitis

1  anorexia, vomiting, diarrhea  

2 Jaundice 

3 Abnormal LFTs  

4 Local epidemic of hepatitis A infection. 

5 Positive anti- HA virus IgM antibody   

3-Abnormal LFTs: 
o Total & direct bilirubin 

o Aspartate aminotransferase (AST   

{Serum glutamic oxaloacetic transaminase (SGOT)}  

o Alanine aminotransferase (ALT) 

{Serum glutamic pyruvic transaminase (SGPT)}  

o Prothrombin time 23  

o Total protein & albumin  

5- Positive anti- HA virus IgM antibody:   

                                                           
23 Prothrombin time (PT) is used for warfarin studies and the normal values differ for men and 

women. PT time for adult males' normal range is 9.6–11.8 seconds, while adult females' normal 

range is 9.5–11.3 seconds.  
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Anti HAV IgMAcute hepatitis AAnti 

HAV IgMAnti HAV IgM

۶۴۴

Anti- HAV IgGIgGAnti- HAV

IgGpost 

infection 

Supportive treatment

 

hepatic injury

immunologically

Fulminant hepatitistransplantationslivertransplantations

regeneration

۱

Sanitation 

۲Active immunization HAV

Inactivated HAV or killed۸)

۴ 

۳۱۸۱۱Save 

conversion

۹Passive immunization
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post exposure prophylaxisG Immunoglobulin

۲

 0,02ml/kg IM 

۸۶۱ 

immunocompromizedHAV 

exposed Immunoglobulin ml/kg IM,0,2

Prognosis: 
1) Without any complications 90% patient complete improved. 

2) <1 % Fulminant hepatitis.  

 With Hepatic coma, deep jaundice or ascites (bed prognos .

Hepatitis B
Hepatitis BHepatitis B

 Hepatitis BDouble stranded DNA virus 

single stranded DNA 42nm 

DNA۹۲۱۱

Hepatotrope HBV

EpidemiologyBHBV

HBS Ag

۲۲۱hyper endemic

HBvchild hood

 

HBs Ag

perinatal transmission
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low

Horizontal

 Spherical form 
elongated form  

:Hepatitis B

:HBVHBs 

Agsurface coreHBc AgDNA

,XP(polymerase)HBe

HBe Agenvelope

HB DNA

genome

HB

anti Hbe anti HBcanti HBs HBv

Envelope  

Envelope lipid (from 
host cell)  

Genomic DNA (double-stranded 
with partial strand) 

Nucleocaspid 
(Viral capsid) 

Hepatitis B surface Ag 

Hepatitis B e Ag 
Hepatitis B Core Ag 



69 
 

24. 

HBV(HBV Transmission):

HBVfoot note

 )25(.

Percutaneous & blood transfusion: HBVـ ۱

parenteral

                                                           

  24 HBV

Acute hepatitis ,Resolved post 

infection 

surface SAg

envelop AgeAg 

HBv DNA

(CAg) core AgIgMIgG

Anti e Antibody (eAb)IgM

IgGanti HBs

 

 25HBVConcentration of the Hepatitis B virus

– HBV

 blood, Wound secretions & exudates

  

 HBV

HBV
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Blood transfusionThalassemia, Hemolytic anemia

HemophiliaHBV

 

۲mucous membranes

HBV

 :Perinatal transmission ـ۳

 horizontal transmission

HBV 

 peri natal

Mucus membrane

eAgHBV

۱۳۱۳ 

 vertical Transmission :

HBV۳ ۲HBV

۲۹HBV

۴: Via Breast feedingunimmunized

HBV

۸۱
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B:

o Sharing eating utensils or drinking 

glasses. 

o Casual contact (such as an office 

setting). 

o Sneezing or coughing.

o HBV is not spread through 

contaminated food or water. 

o Breast feeding. 

o Kissing or hugging

(pathogenesis) (natural courses)

HBV۲۶

Acute  Fulminantchronic hepatitis B   

Hepatitis B۸-۲

 ۴chronic hepatitis

Primary HBVFulminant

Chronic inflammation of the liver, Cirrhosis (scarring of the liver) 

hepato cellular Ca26. 

Primary indicator  HBvsurface SAg

SAg

envelop Ag (e AgHBv DNA

C Ag) core Ag anti body IgM & IgG   

Anti -e Antibody (eAb) Anti-HBs

                                                           
26HBV non cytopathicimmune mediated

hepatocyteHBV

HBc AgHBe Agmajor histocompatibility class 1(MHC 1)

hepatocytetargetcytotoxic T cell lysisimmune compromised 

interferonMHC1

cytotoxic T lymphocytes 
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 Hepatitis B Surface anti-body (Anti-HBs)Sero 

conversion

hepatitis :hepatitis

Fever, Anorexia, nausea, malaise, vomiting 

jaundice

right upper quadrant 

1/3 ۳۱۸-۶

۴۳۱۳۳۴

 ۳۱acute liver disease

Fulminant hepatitis

۲۱۱۲Fulminant hepatitis

pathologic mental status case-fatality ratio۴۹۳۹

 encephalopathyextra hepatic

o electrolyte and acid-

base disturbances  

o adult respiratory 

distress syndrome

o coagulopathy  

o renal failure

 sepsisliver transplantationmortality

۲۳۳۱Fulminant hepatitis ۲/۹infancy 

Chronic infection :27HBV

Child 

hoodcirrhosishepato cellular Ca

                                                           

 27 biochemicalserologic

relapsing۴histologically 

Chronic hepatitis

 

http://www.medscape.com/resource/sepsis
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immune mediated process

fatigue

HBVExacerbationCD8+ T Lymphocytes 

(predominant)HBV

InfectivityHbe Ag

Anti-viral 

Hbe Age Seropositivechronic 

HBV infection antigenimia

HBe Ag

Replication

HBe Age seroconversion   ۲۱

Aminotransferases

HBe AgeAminotransferase

Anti HBe  

HBsAg(Carrier)

Ag SHB0,6%HBe Age

Aminotransferase

Aminotransferase HBe Ag- seroconversion

HBe Ag- seroconversionReplication

.28

                                                           
28  : ۴۱۴۳subclinical۲۱۲۳acute hepatitis

۳ ۸۱ carriers۶chronic hepatitis.  
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: 

Peripheral neuropathy, atypical pneumonia, Myocarditis, Pancreatitis, 

Aplastic anemia, Transverse myelitis.  

Common seropattern of HBV- OP Ghai 222 page 8 edition  
Anti- 
HBe

HBeAgAnti-
HBc

Anti -HBsHBs Ag interpretation

-+IgM-+Acute infection

+/-+/-IgM- -Acute infection; 
29 HBc window-anti  

-+IgG- + Chronic carrier;

 high infectivity

+-IgG- + Chronic carrier; 

low infectivity

- - +/-- + Pre core/core

mutant infection 

+/- - IgG-+ Hepatitis B carrier 

+/- - IgG+- Recovery 

from infection 
- - - + - Immunization, false 

positive; infection in 

tpasremote  30 

 

o Acute HBV infection: Presence of HBs Ag and anti-HBc IgM (core 

antibody). 

o Recovery from acute infection: accompanied by HBs Ag clearance and 

apearane of anti HBsAg & anti-HBc IgG.individual who are immune by 

vaccination are positive for anti HBs Ag but negative for anti-HBc IgG. 

o Chronic infection is defined as the presence of HBsAg for at least 6 

months. 

o Vertical transmission: to newborns is documented by positive HBs Ag. 

o LFTs.results are similar to those discussed earlier for hepatitis A. 

o Aliver biopsy is most usfull: in chronic infection to determine the degree 

of fibrosis and inflammation.  

o Renal invulvement may be suspected: on the bases of urinary finding 

suggesting glomerulonephritis or nephrotic syndrome.  

                                                           
29 In acute hepatitis B, the period between the disappearance of HBsAg and the appearance 

of anti-HBs is called the window period. During this period, HBeAg is negative and HBV 

DNA is usually undetectable. The only positive marker is the IgM antibody against 

hepatitis B core antigen (IgM anti-HBc) 
30 Remote past tense is a past tense that refers to a time considered more than a few days 

ago. 

http://www.medscape.com/resource/pneumonia
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HBV

eAgHBVcirculationHBV

SAbSeroconversionSAg.

۸- 

A prolonged prothrombin time, low serum albumin level, hypoglycemia,  

And very high serum bilirubin values suggest severe hepatocellular disease31  

 Anti-viral immune modulatory therapy

۲-  

۸ Transaminase 

۲ eAg, HBS Ag HBV 

DNA   

۳ Liver biopsy

hepatitis

Phases of chronic hepatitis B infection: peds current medical diagnosis & treatment 

(page 711) - 22nd edition  
phase HBe Ag/ Anti- 

HBe 
HBs Ag/ Anti-HBs ALT32 33HBV DNA34 

Immune 
tolerante 
No treatment 

Positive/ negative Positive/ negative normal >20,000IU/ml 

Immune active 
Treat  

Positive/ negative Positive/ negative elevated high 

Chronic HBs Ag  
carrier 

negative / Positive Positive/ negative normal <2000IU/ml 

HBe Ag negative 
hepatitis/reactiva
tion  

negative / Positive Positive/ negative elevated 35>2000IU/ml 

HBs Ag 
clearance 

negative/Positive negative / Positive normal Undetectable 

                                                           
31 The classic symptoms of diffuse hepatocellular liver disease include: • Yellowish discoloration 

of the skin and eyes • Abdominal pain • Distension of the abdomen • Severe itching of skin • Dark 

or tea colored urine 
32 Aminotransferases -aspartate (AST,SGOT) normal range 0-35U/liter Aminotransferases –

Alanine(ALT,SGPT) normal range 0-35U/liter 
33 Moderate HBV DNA rates are around 10,000 IU/mL and low or undetectable levels are less 

than 2,000 IU/mL and indicate an “inactive” infection. 
34 To measure HBV DNA, also called “viral load,” a laboratory measures how many HBV DNA 

units are found in a milliliter (about one drop) of blood. This result is written in international units 

per milliliter or IU/mL, but some labs still use “copies” in¬stead of “units.” There are about 5 to 

6 HBV DNA copies in every international unit. 
35 Which can range from tens of thousands up to billions, indicate high rates of HBV 

replication. Moderate HBV DNA rates are around 10,000 IU/mL and low or undetectable 

levels are less than 2,000 IU/mL and indicate an “inactive” infection. 
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۹- 

 

major 

caloric

۴- hepatitis 

Interferon (IFN) 36lamivudine  
37(IFN) Interferon: 

Anti-neoplastic,   anti-viral, immuno modulatoryIFNα 2a  

۸۹Seroconversion

liver biopsyALTchronic HBV carriage 

۴IFNα 

2bIFN Flue like symptoms

depression   leukopenia, Anemia

thrombocytopeniaBhepatitispegalated 

IFN 

Interferon α }{(IFNα) 5-6 million unit /m2

hemangioma۶۴

                                                           
36Function of IFN: Alpha-interferon can modify immune function and gamma-interferon 

plays a role in defense. Apart from these duties in controlling abnormal growth, they also 

play supporting roles in the day-to-day maintenance of normal cellular growth levels.  
37 Biologic interferon is proteins produced by host cells in response to viral infection. 

Mechanism of Action Inhibits HBV replication; immunomodulatory actions & 

Suppresses cell proliferation. 
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۸۱

 

:( Antiviral drug) Lamivudinehepatitis B 

ALTHistopathology

viral mutants

3mg/kg/day۸۱۱

۹۴ Lamivudine

hepatitis BIFNα 2aIFNα 2bLamivudine

lamivudine

 entecavir adefovir 

dipivoxil HBVLamivudine

.38

۳- liver transplantation :acute liver failure hepatitis B

liver transplantationliver transplantation

chronic hepatitis Breinfection

HB IGantivirals

     Immune prophylaxis Hepatitis B Immunoglobulin (HBIG)

immediate passive immunity HBV

Post exposure prophylaxis200IU40IU/kg

HBV0.5cc

HBS Ag positive

                                                           
38 or adefovir 10mg/kg/day or tenofovir 300mg/day for children >12years old and enticavir 

0.5mg once daily or telbevudine 600 mg once daily for children >16years old lead to 

successful response in 25% of treated children ,with minimal side effects , but may requir 

long term treatment. 
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HBVhepatitis B immune globulin

Combination۳۳  

Prevention
۸HBV(Donor)screening

 

۲(Sterilization) 

۹

 :39 

                                                           

 39 

۶vaccination 

Pre exposure(newborn- infant, children and adolescent)

۱۵perinatally acquired infecting ۱۳۱۵ 

postnatally acquired infecting 

39…۸۳0,5 ml۸۳1mlchildren and 

adolescentdeltoid newborn- infantanterolateral thigh 

۱۶
:( post exposure) Infant born to HBs Ag positive mothers

0, 5 ml ۸۲

۱۲۶
 Immune globulin 

۱۲۱۵ immunized infant anti HBs body (Anti-HBs) 
immunized Ag HBs

chronic carrier 

, HBs Ag Anti-HBs۱۶
۱ Anti-HBs

۱۳

 Fulminant hepatitis, chronic active hepatitis, chronic persistent hepatitisCirrhosis

 

۸older children

۲HBS Ag۳۳

Antigenemia
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Hepatitis C 
Background

 B chronic hepatitis non

fulminant hepatitishepatitis

along with hepatitis A, B, D, E, and G viruses

non-A/non-B hepatitis

Epidemiology۳۳،۳۳۳

۲۵۳۳۳

Hepatitis C single standard RNA flavi virus۱genotypes 

 Transmission

Parenteral Transmission

(Multiple Transfusion)

Blood product

Vertical TransmissionHCVVertical transmission

 HCV RNA Positive mother 

۳-۴VCH HIV  

)HIV positive 40Coexistent( ۸۳-۲۱

Breast feedingHCVBreast feeding

 Breast feeding 

                                                           

۹Neonatal Acquired HBS Ag2,0,

HBS Ag eAg  

۶Hepatitis BHepatocellular Carcinoma 

 
40 To exist together, at the same time, or in the same place 



80 
 

Natural historyHCV Outcome 

HCV۳۳

۸۱۲۱cirrhosiscirrhosis

Transfusion associated diseases ۸۳

cirrhosisHepato cellular carcinoma1,4% 

  

aquired vertically

hepatitis 

۱۵ flue like  ۲۳

hepatitishepato splenomegaly   

palmar erythema, Clubbing, ascitis spider angioma 

 cirrhosis

HCV  

 serum anti HCV antibodies  HCV RNA 

 HCVdecompensated liver disease 

Serum aminotransferase 

  aminotransferase

aminotransferaseHCV 

infection  chronicaminotransferase 

Anti- HCVseronegativity

Note: chronic hepatitis C infection, defined as the persistence of HCV RNA for at 

least 6 months. 

chronic hepatitis C infection   

cirrhosis ۲۱۹۱
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SerologyAnti HCV Anti body  

Anti HCV IgG

Anti HCV IgG۸۱

۸۱Anti HCV IgG

 HCV RNA 

HCV RNA۸۱

۲ HCV 

RNA۸۲

hepatitis percutaneous biopsy

  Portal triaditis

portal tractslymphocytes nodules 

1-HAV& HBV by serologic testing. 

2-Other causes of cirrhosis in children such as;  

Wilson disease, ahpa 1- antitrypsin deficiency, autoimmune hepatitis, drugs 

induced hepatitis, or steatohepatitis.

hepatitis fibrosis 

aminotransferase liver biopsy

(triple theraphy)HCV 

 41α -Peglylated interferonRibavirin Protease 

                                                           

 41α  -interferon (modified)   

interferon- α  poly ethylene glycol (PEG) 2a or 2b Peglylated 

interferon- α  peg interferon- α 2a or 2b 
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inhibitor(boceprevir or telaprovirtriple theraphy

۱۱

Peglylated interferonpeg 

α 2a or 2b -interferon2a/BSA 2140mcg/m2b  260mcg/m

/BSA۴۸۲ rebaverine 15mg/kg/d .

INF- α HCV RNA

Relapse

HCV RNA(Quantitation)

HCV RNA۹

aminotransferase

peg interferon- α 

  interferon- α Viral replication   

    

interferon- α 

HCVliver 

transplantation  transplanted  re-infection

 pre post transplant antiviral 

therapy  re-infection 

Hepatitis D 
  Delta virus (HDV) hepatitis  

 hepatocyte   new nuclear antigen   HBv 

  saver acute or chronic infection 

 .  HDv  HBv   co- infection  

 HBv     superinfection   

 HDv  HBv 
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 (Super infection)  RNA 

 Replication  HBSAg . 

: 

 HBv .

:  HDv  Anti – HDv anti-bodies  HBSAg 

HDV Immuno- 

Histochemical  HDv RNA . 

HDv: HBv Carrier  !

۱. 

۲ Acute Hepatitis  Fulminant Hepatic failure . 

۳Chronic Hepatitis  .

HBv HBv chronic carriage  HDv 

.

Hepatitis E 
HESingle stranded RNA  fecal oral 

Epidemy

 Vertical

۹۱

HAV

HEV۸۳۶۱

 anicteric 

Viremia

۲۱۵ HEV

HEVpremature deliveries ۹۹

. 
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 HAV Acute hepatitis E

Anti HEV IgMAnti HEV IgM 

IgGAnti- HEV

Anti HEV IgM

IgGAnti- HEV

Hepatitis G  HGVTransfusion

HCV

Vertical transmissionHGV

Fulminant Hepatitis 

Summary of viral hepatitis 
Reference: Peds current medical diagnosis & treatment (page 709) -22nd edition 

  HAV HBV HCV HDV HEV 

Types of 
Viruses 

Entero 

virus(R

NA) 

Heandna 

virus 

(DNA) 

flavivirus(R

NA) 
Delta 

(RNA) 
Hepiviru

s 

Source  of 
virus 

Feces Blood , 

blood 

derived, 

body fluid 

Blood, blood 

derived, 

body fluid 

Blood , 

blood 

derived, 

body fluid 

Feces 

Rout of 
spread 

Fecal-

oral   
Parenteral, 

sexual, 

vertical  

Parenteral, 

sexual, 

vertical 

Parenteral, 

sexual 
Fecal-

oral   

Incubatio
n period 

15-40 

days 
50-150 

days 
1-5 months 20 -29 

days  
  

Diagnosti
c test 

Anti 

HAV 

IgM 

HBs Ag , 

anti HBc 

IgM, DNA 

PCR 

Anti-HCV, 

RNA PCR  

Anti HDV 

anti body 

Anti 

HEV 

IgM,  

HEV 

PCR  
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Reference: Peds current medical diagnosis & treatment (page 709) -22nd edition 

  HAV HBV HCV HDV HEV 

Mortality 
rate 
(acute) 

0,1% -

0,2% 
0.5%-2% 1% -2% 2% -20%  1% - 2% 

(10%-20% 

in pregnant 

women 

Carrier 
state  

No  yes yes yes No  

Vaccine 
available  

yes yes No  Yes(HBV) Yes 

(experiment

al) 

Treatment  None  Interferon 

(pegylated 

interferon in 

adult) 
Nucleoside 

analogues ( 

lamivudine 

>2 yold, 

adefovir>12; 

entecavir or 

telbivudine>

16)  

pegylated 

interferon 

plus 

ribavirin  

Treatment 

for HBV 
None  

Prevention Pre/post 

exposer 

immuniz

ation  

Pre/post 

exposer 

immunizatio

n  

Blood  

blood 

donor 

screening  

risk 

behavior 

modificati

on 

Pre/post 

exposer 

immunizati

on  

  

 

(Cholera)

 

Vibrio cholera

Vibrio cholera O1O139

)Bengal strain(
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)fecal-oral

(

 

 acid sensitive

 

colonization

 

enterotoxinenterocytes regulatory subunitadenyl cyclase 

 Cyclic adenosine monophosphate(cAMP)

cAMPcrypt

villous

 

(ZOT) zonula occluding toxin

enterocytestight junction

 

Accessory cholera enterotoxin(ACE)

  

o 
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o ۶۵

۲۳

o asymptomatic

۱۲

dehydration

o 

 

o 

hypo volumic shock metabolic acidosis

o pus 

cells (rice-water) 

o ۲۳

sunken eyes, depressed fontanel, lost skin turgor, extreme 

thirst and diminished urine output 

collapse Cold clammy skin, tachycardia, 

hypotension peripheral cyanosis 

o 

o ۱۱

 

acute tubular necrosis 

Hypokalemiaacidosishypokalemic arrhythmia

 Paralytic ileus hypokalemia
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o  

o 

 

o Marked acidosishypochloremiahyponatremia

hypokalemiahypoglycemia 

o 

darting motility. 

o motile bacteria 

serogroup O1 antiseramotile bacteria

 

o stool۱۱۲۴

 

Oral Rehydration 
o ORS)100 ml/ kg۴(ORS

Intravenous rehydration
o 

paralytic ileus
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20ml/kg dextrose salineRinger lactate۱۳۱۵

o lactateringerdextrose saline 100 ml/kg 

۲۳

ORS

o 2ml100 ml

dextrose saline

o hypoglycemia

o Chloramphenicol 75mg/kg/day in 3 divided doses for 3 days. 

o Trimethoprim 10mg/kg/day sulphamethoxazole 50mg/kg/day in 2 

divided doses for 3 days.  

o Doxycycline 4mg/kg/day (maximum 200mg/day  orally divided in two 

doses. 

o Ciprofloxacin 20-30mg/kg/day in two or three divided doses. 

tetracyclinetrimethoprim- 

sulfamethoxazole

Cholera vaccine۵۳۳۶

۶



90 
 

۶

induration

 

۱۲

۵۳ 
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Sepsis
rickettsia

 sepsissepsis

  sever sepsisseptic shock)sepsis

(multi organs dysfunctions syndrome) 

MODSsepsis

 

Bacteremia: 

 Bacteremia 

SIRS systemic inflammatory response syndrome

mere bacterial invasionBacteremia

SIRS.42 

SepsisSIRS 

                                                           
42 SIRS: Presence of at least 2 of the 4 criteria of which one must be ether (1) or (2): 

o Core temperature of more than T 101oF(>38.5 ℃) or < 96 ℃ of or (<36℃) 

o Leukocyte count elevated or depressed for age (not secondary to chemotherapy), or > 10% 

immature neutrophils.  

o Tachycardia > 2 SD above normal for age (table) in the absence of medication, painful 

stimulus or otherwise persistent unexplained elevation for 0.5 to 4 hours or for children < 1 

year, bradycardia < 10th percentile for age in the absence of external vagal stimulus, beta 

blockers, CHD or otherwise unexplained for 0.5 hour period. 

o Mean respiratory rate > 2SD above for normal age or mechanical ventilation for acute process 

not related to underlying neuromuscular disease or general anesthesia. 

 Sever Sepsis: Sepsis plus organ dysfunction, hypo perfusion, or hypotension. Evidence of hypo 

perfusion may include oliguria, lactic acidosis or acute alteration mental state. 
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Septic shock sepsis + shocksepsis

perfusion hypoSeptic shock43 

Sepsis induce hypotension: 44 ،organ dysfunction syndrome Multi:45 ، 
Sever sepsis: 46 ،Sepsis induce hypotension: 47  اوMulti organ dysfunction 

syndrome:48  
Age specific vital signs and laboratory variable (5th -90th centile) 

Age 
group 

Heart rate 
(beats/minute) 
tachycardia 

Heart rate 
(beats/minute) 
Bradycardia 

Respiratory 
rate 
(Breaths/min) 

Leukocyte  
count /mm2 

Systolic BP 
(mm hg ) 

0-7 d > 180 < 100 >50 >34.000 < 65 

7 d- 

1mo 
> 180 < 100 >40 >19.500 or 

< 5000 
< 75 

1mo- 

1y 
> 180 < 90 >34 >17,500 or 

< 5000 
< 100 

2y-

5y 
> 140 NA(not 

applicable) 
>22 >15.500 or 

< 6000 
< 94 

6y- 

12y 
> 130 NA >18 >13.500 or 

< 4500 
< 105 

13y- 

18y 
> 110 NA >14 >11000 or 

< 4500 
< 117 

Infection:49   
                                                           
43 Patient may not be hypotensive at the time when perfusion abnormalities are noted if they are receiving 

vasopressors or inotropic agent.     

44 Sepsis induce hypotension: Systolic blood pressure measurement >2SD bellow the mean for 

age in the absence of other causes of hypotension. 

45 Multi organ dysfunction syndrome: Presence of altered function of two or more organs in 

acutely ill patient so that homeostasis cannot be maintained without intervention. 

46 Sever sepsis: sepsis plus evidence of cardiovascular organ dysfunction or  dysfunction or 

acute respiratory distress syndrome or two or  more organ dysfunction. 

47 Sepsis induce hypotension: systolic blood pressure measurement >2SD bellow the mean for 

age in the absence of other causes of hypotension. 

48 Multi organ dysfunction syndrome: Presence of altered function of two or more organs in 

acutely ill patient so that homeostasis cannot be maintained without intervention. 

49 Infection: 
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catheterization

TB

1-Neonatal: Early-onset neonatal sepsis & Late-onset neonatal sepsis: 
Predominant organisms; Escherichia coli, staphylococcus aurous, klebsilla. 

Hospital acquired infection; Acinetobacter, pseudomonas aerogenosa, 

coagulase negative staphylococci  

 

2-Sepsis in infancy   

Influenza type b (Hib), S -pneumonia, N- meningitides, and Salmonella 

species are the most frequent pathogens causing sepsis among infants 

Worldwide. Even in India, Hib has been shown to be a significant burden. 

Streptococcus pneumonia and Neisseria meningitides predominate in the 

United States and the developed world because Hib conjugate vaccination 

has effectively eliminated the disease caused by that organism. 

3-Sepsis in childhood; The aforementioned pathogens also cause SIRS 

in childhood, although the presence of encapsulated organisms generally 

                                                           
 a suspected or proven infection ( by positive culture, tissue stain, or polymerase chain reaction 

test) caused by any pathogen Or  

A clinical syndrome associated with a high probability of infection as evidence by positive finding 

on clinical examination,  imaging , laboratory test i.e. 

White blood cells in anomaly sterile body fluid perforated viscos, chest radiograph suggestive of 

pneumonia, petechial pupuric or purpuric rash or purpura fulminant. 



 

94 
 

becomes less frequent as the child’s immune response to polysaccharide 

antigens improves with age. 

Neisseria meningitisStreptococcus 

pneumoniaH.influenza type B

E.ColiPseudomonasAcinetobacter Enterobacter Klebsiella 

Seratiasepticemia

septicemia

staphylococcal sepsis

Nosocomial

{Systemic Inflammatory Response syndrome (SIRS)}

Lipoteicoid acid peptidoglycon

SIRS

SIRSSIRS

.

 

Cytokines

Cytokines

: 

Platelets Activating factors (PAF), tumor necrosis factor (TNF), Interferon

gamma, interleukin (IL) 1-2-4-6-8, granulocyte macrophage colony 

stimulating factors, coagulation factors, bradykinin & others.  
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     mediatorspre inflammatory

(Trigger)Post inflammatory 

mediators

: 

1) Activation of the complement system. 

2) Activation of the Hageman factors (factor 12). 

3) Adreno corticotrophin hormone and beta endorphin release. 

4) Stimulation of polymorph nuclear neutrophils. 

5) Stimulation of the kallikerin -kinin system.

Pre inflammatory mediators TNF

(Vascular permeability)

(Diffuse capillary leakage) 

(Imbalance)Perfusion

 

 mediatorspro inflammatory  SIRS

(Trigger)Anti-inflammatory 

mediators

Anti-inflammatory system Compensatory Anti-inflammatory response 

syndrome (CAIRS)

Anti-inflammatory molecules

1. Transforming growth beta factor.2. IL 4-10-11-13.

3. IL 1 Receptor antagonists.4. TNF Alpha.

pro infl..Anti infl..(MARS) 

Mixed antagonist response syndrome
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Predominant

 

←Sepsis ← SIRS← 

(septic shock)← sever sepsis← MODS (multi organs ← 

dysfunction syndrome)

Septic shock 

Pre loud

wide pules pressure

Boundry pulse

(Brisk capillary refill)

Reflecting myocardial depression

2OLactic 

acidosisAcute RDS

DIC

Multi organ dysfunction syndrome(MODS)

:
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sepsis

  hyperventilationhypothermia

petechiaeecchymosis gangrenous erythemadiffuse erythema

 

sepsis

 

oliguria

sepsis

grunting

scleremaDICsepsis 

Risk assessment of febrile children

Parameter Low Risk Intermediate Risk High risk 

Awareness Awake, alert 

and 

responsive 

Responds to 

prolonged stimulation 
Unable to arouse and if 

aroused does not stay awake 

Cry Normal Feeble Weak or high-pitched or 

inconsolable crying 

Feeding in 

infants 
Satisfactory Poor Unable to feed 

Evidence of 

dehydration 
Nil Mild to moderate Poor tissue perfusion with 

hypotension 

Anterior 

fontanel 
Normal Normal or depressed Bulging or non-pulsatile 

Vitale signs Normal Some alteration Severe alterations 

Source: Adapted from feverish illness in Children: Assessment and initial 

management in children younger than 5 years. NICE Clinical Guidelines, No. 

47.National Collaborating Centre for Women’s and Children’s health 

(UK).London (UK): RCOG
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sepsis

)

(

sepsis

۱- absolute poly nuclear count

3<1800/mm

۲- a band /neutrophil 

ratio > 0.2 

۳-CRP1mg>1mg/dl blood

۴- erythrocyte sedimentation rate micro  15mmHg

۵- 15000/cumm

5000/cummsepsisNeutropenia

 

thrombocytopenia(PT)prothrombin 

timepartial thromboplastin time (PTT)

2PaO

2PaCOmetabolic acidosis.

CSF 

 

1. Rapid cardiopulmonary assessment and clinical evaluation50. 

                                                           
50 1. Mental status: Restlessness, agitation, lethargy, and decreased responsiveness are red flags 

for severe infection. 

2. Check airway patency and stability. 

3. breathing:  
 



 

99 
 

2. Choice of appropriate antibiotics. 

3. Optimal supportive therapy. 

4. Surgical drainage of pus collection or septic focus. 

 

sepsis

1. Empiric antibiotic regimens should provide 100% coverage of the likely 

pathogens for the suspected source of infection.  

2. Intravenous broad spectrum antibiotic should be administered 

immediately (preferably <30min) following the clinical diagnosis of septic 

shock. 

3. The doses of antibiotics should be at the higher end of the range in all 

patients with life-threatening illness. 

4. Multi drugs antimicrobial therapy is preferred for initial empiric 

therapy of septic shock. 

5. Empiric therapy should be adjusted to a narrower regimen or when 

patient plausible pathogen is identified or then patient stabilizes (ie shock 

resolves).  

6. Wherevere possible early source control should be implemented i.e.  

Drainage of abscess. Empyema and removal of implanted devices. 

Table 27.6 Empiricalantiboitic regimens for septic shock in infants and 

children 

Clinical background Antibiotics 

Normal child or skin findings 

suggestive of meningococcemia or 

preceding skin trauma or varicella 

Cefot/ceftria+vanco 

Urinary tract infection  Cefot/ceftria+AG 

Intra- abdominal or pelvic site  Clinda + AG + Amp/Pip or Pip-

tazo 

                                                           
Check for respiratory distress, air entry, crepitations and rales (early ARDS). 

4. circulation:  

o asses heart rate (tachycardia is an early sign)  

o blood pressure (diastolic pressure falls early with wide pulse pressure and systolic pressure 

falls later causing narrow pulse pressure).  

o CRT > 3 sec is abnormal.  

o Hepatomegaly and raised JVP signal myocardial dysfunction. 

5. Urine output in the last 6 hours must be assessed. 
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Immunocompromised child i.e. 

malignancy, immunodeficiency state, 

neutropenia and central line. 

Clinda + AG +CTZ/Pip-tazo/Tic-

clav 

asplenia and splenic dysfunctions Vanco + Ceftr/ Cefot 

Cefot = Cefotaxime, Ceftr = Ceftriaxone, Vanco = voncomycin, Clinda = 

Clindamycin, AG= Aminoglycoside, Pip = piperacillin, Tazo = tazobactum, 

CTZ = ceftazidime, Tic-clov = ticarcillin- clavulanic acid 

 septic shocksepsis

 

)Streptococcus pneumoniae, Neisseria meningitidis,H.influenza 

(CeftriaxoneCefotoxime

Nasocomial sepsis

Mezlocillinpiperacillin(Tazobactam

 

staphylococcal-coagulase 

negativeVancomycin

Amphotericin B 

:septic shockMODS

Conjugated influenza type b

S.Pneumoniae۲3-

valent pneumococcalQuadrivalent
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  sickle cell anemia

Neisseria meningitidis,

H.influenzarifampine 

Encephalitis and Encephalopatheis
  

    brain parenchyma

encephalonprocess 

 

 

  EncephalitisInflammation

Encephalopathy

Encephalitis meningitis overlapping syndrome

meningitis

Encephalitis

meningoencephalitis

self-

limited illnessaseptic or viral meningitis

–Encephalitis

 Encephalitis

EncephalitisEncephalitis

viral encephalitis(VE) 
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1: Viral 
a. RNA viruses (Mumps, Measles, rubella, Entero viruses). 

b. DNA viruses (Herpes simplex, cytomegalovirus, Epstein Barr virus) 

c. Arthropods borne (Japanese B, west Nile, Russian spring summer, Equine 

viruses).  

d. HIV, Rabies, lymphocytic choriomeningitis, dengue virus, slow virus 

infection, prions infection.   

2 Non - viral  

a. Ricketsial, b: fungi (Cryptococcus), c: protozoa (Toxoplasma gondii) & 

d: bacteria (tuberculous meningitis, listeria). 

Olfactory mucosa

:

۸- acute, sub acute  

chronic  manifestations

۲ -immunologically  

meditated injury

۹- 

EncephalitisPara infectious Encephalitis

   (Mosquito bite)

Secondary viremiaCNS

 

 Herpes simplex encephalitis Rabies

 51demonstrationinclusions 

                                                           

 51inclusions demonstration

Peri vascular cuffingGlial
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Gross

Peri vascular 

cuffing

Neuron phagocytosisGround 

substancesglialInclusion bodies

 

Herpes simplexFronto temporal lobe

Mumps virusTransverses myelitisChicken 

poxCerebellum

o  

o  (Susceptibility of host) 

o  (Localization of agent) 

o   

RadiculitisRadiculitis 
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Deep comaMantel ConfusionIrritability

Older children

 

(Facial palsy, squint)(Aphasia)

(Tetra plegia ,hemiplegia )Cerebellar(Ataxia)

(Behavior)confusionTremor

StuporSpastic paraplegia

Spinal cord

HypotensionMyocarditis

 Medulla Oblangataforamen magnum

Cerebellum

DE cerebration, 

Cardiorespiratory insufficiency, Hyper ventilation

hiatusTentorial
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midbrain

   

Pupillary abnormalities, sixth nerve palsy, ophthalmoplegia, paralysis of 

upward gaze, Ptosis, Cheyen stock respiration, hyper ventilation & 

Bradycardia.

.

 

Herpes Simplex Encephalitis

I. Type  

Coma

Focal fitsTemporal lobeSpace Occupying lesion

hemi paresis, focal fits

 

Tentorial herniation, pupil edemaDecerebrate

CSFXanthochroromiaCSF

50000RBCCSF

 

II. Type  

Herpes virusType

 Vesicular skin 

eruption Encephalitis 

 Chicken pox encephalitis

 1000-5000Rash۶۴

RashEncephalitisCSF10-

15/cummPMNLymphocyte
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Measles encephalitis

600-1000

Rash۲ 

Spinal cordParaplegiaNeurologicalInappropriate 

ADH SecretionCSFlymphocytic 

Pleucytosis(50-100Cells/cmm)

 Polio encephalitis

Polio۸۳

EncephalitisIrritability, Coarse tremors, ComaDrowsiness,Fits

EncephalitisParesis

Brain stemTransverse 

myelitisgray matter

CSFPleucytosiscells/cumm)50-100(PMN

Lymphocyte

EncephalitisPolio

Mumps

MumpsAseptic MeningitisPar otitis

Encephalitis

Coma۹۸۱

Fluorescent anti-body

Lymphocytic chorio meningitis: 
Dried Mice Excreta

malaise, Headache,
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Myalgia۸۲Meningo encephalitis

 

Slow viral disease

SVDSlow 

CNS(Small protein acetous particles) prisons 

Poor cognitive functions, Dementia

SVD

HIV, Rubella, (Sub acute sclerosing pan encephalitis) SSPE, Measles 

HSV 

Diagnosis

Meningitis, heat stroke, enteric 

encephalopathy, shigella, toxins, poisoning,DM, renal diseases ,Brain 

tumor , cerebral malaria,Lead encephalopathy

۸

 Measles, polioChicken pox

Mosquitoes , ticks    

Pertussis

.

۲ 

۹ 

 Lumbar punctureLPPapill edema

CSF  

 CSFTBMABM

EncephalitisCSF10- 5000 

PMNLymphocytic  
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 : Anti-body titer ۸۳ 

Titer 

 Virus isolationSwab

 

 Brain scan and CT scanFocal necrotizing

encephalitis(Herpes simplex)

 Brain biopsy

Herpes encephalitis

Antiviral chemotherapy biopsy Immuno fluorosent

 

 EEG EEG  Disorganization

EEGAmplitude 

  Blood countsBacterial infection

Blood ammonia Metabolic, Urea screening,

LactateKetonesUrine analysis 

  

         Toxicological

Enteric encephalopathy, malaria, Shigilla, toxins, 

poisoning ,Diabetes mellitus,CSF

Viral culturePCR 

 CSFIgM Elisa testArbo/entero/herpis/ measles

Typhoid , neurotropic virusesSera

Lead

Lead 
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  :

Early  

o Hemiplegia

o intractable convulsion 

o Squints 

o Deafness 

o Aspiration pneumonia 

o UTI (due to Catheterizations) 

Late  
o Mental retardation 

o Hydrocephalus 

o Disabilities learning 

o Behavior disorders. 

o epilepsy  

o Bedsores

Management

۸- 

(Urinary Retention)

(Ileus or sever constipation )

 

 Shockdehydrationacid base parameter

electrolytes 

۲(Anticonvulsants)phenytoin  valproate

۹- 

aspiration 

۳ICPCerebral edemaPapilla edema
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۲۱%-1 gm/kg/0.5-1h/ every 4- 6 hours,.25

furosemideICT

HyperventilationArterial CO2 tensionmmHg253,

ICT

ICTSurgical 

decompression

۴) gastric hemorrhage (stress ulcer  

antihistamines, antacids, ranitidineblood transfusion

۳- viral encephalitissteroids

ICTviral infection

 

۴Anti-viral drugsHerpes simplexAcyclovir 

mg/kg1,۱۴

 immunocompromised۲۸

Acyclovir

 And occasionally non- oliguric 

renal failure in dehydrated patient  

 confusion hallucination ,seizure and 

coma are rare  

 include bone marrow 

suppression  

 Vomiting and hypotension after 

intravenous administration 

Acyclovir is recommended for varicella zoster encephalitis with ganciclovir 

being alternative drug  

Prognosis

metabolic encephalopathy

intermittent  

۸۱۸۳Herpes 

simplex encephalitisMortality rate >70%Enter viral 
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encephalitisComa

 

B- Encephalopathy
Encephalopathies

o Normal CSF 

o Diffuse slowing on 

electroencephalography 

o Normal imaging studies

o Absence of fever or meningeal signs 

o Absence of focal neurologic signs of 

focal sezure 

o No peripheral lekocytosis

AVEencephalopathyencephalopathy

1-Infectious encephalopathies: 
 Cerebral malaria  

 Enteric encephalopathy  

 Shigilla encephalopathy 

 Sepsis syndrome 

2- Non Infectious encephalopathies:
 Acute disseminated encephalo myelopathy (ADEM). 

 Heat stroke, hyperpyrexia 

 Reys syndrome  

 Hypoxic encephalopathy 

 Metabolic: diabetic ketoacidosis, uremic coma, hepatic coma, 

hyperbilirubinemia in the new  born, lactic acidosis, inborn errors of 

metabolism, mitochondrial disorders. 

 Allergic, post- exanthematous or post- vaccinal encephalopathy 

 Fluid and electrolyte disturbances. Water intoxication hyper or 

hyponatermia, alkalosis and acidosis.  

 Toxic heavy metals (lead, mercury, arsenic), insecticides, carbon 

monoxide.  

 Neurologic malignant syndrome 

Meningitis 
Meningitis (spinal cord)

durameterPiamaterArachnoids

Meningitis
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Meningitis

1-Pyogenic or Bacterial  
2-Aseptic Meningitis {Tuberculosis, Virus, Fungal and protozoal 

(Toxoplasmosis, amebic meningitis)}  

Acute Bacterial meningitis

Bacterial MeningitisAcutearachnoids &Pia) leptominings(

CSF

EpidemiologyMeningitis۲۹۸۳

۳۳

neonatalinfant Older children

 

> 3years 3 months to 3years Neonates 
Most Common organisms Most often due to  Common organisms  
1-Streptocacal pneumonia 
gram staining

2-meningococci (Neisseria 

meningitides) gram negative 

Intra cellular diplococcic  

1-Homophiles 

influenza 

2-streptococcal 
pneumonia gram 

Positive diplococcal 

3- Neisseria 

meningitides gram 

negative Coccobacilli 

(meningococcal)  

1-Escherishia coli  

2-Streptococcal 

Pneumonia

5-Streptocacal fecalis  

6-staphylococcus 

aureus 

3-salmonella species 

4-pseudomonas 

aeruginosa  

 Immune 

suppressiveDM ,HIV, Malignancies

lumbar puncture(LP)
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pneumo encephalography

lomeningocell,mye52meningocellPrematureLBWInfant 

of Diabetic mother (IDM)Birth asphyxia

 omphalitis 

UTI      PROM 

 older childrensinusitis, thrombosis, pneumonia 

mastoiditis , otitis media, arthritis(scalp) 

(septic lesion)

Ethmoidal

: meanings

1-Respiratory tract colonization or infection  

2- Bacteremia  

3- Seeding of the meninigs  

4- Inflammation of the menings & brain  

meanings

choroids plexusCSF

leptomenings 

Exudates, edema  53Microglia  54Ependymal 

Exudates

                                                           
52 Meningocell : protrusion of the membrane of the spinal or brain throw defect in the 

skull or spinal column 

 Myelocell: protrusion of the spinal cord in the case of spina bifida 
53 Microgli: Small non neural cells forming part of supporting structure of CNS they are 

migratory and act as phagocyte to waste products of nerve tissue  
54 Membrane lining the cerebral ventricles & central canal of the spine  
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Subarachnoid(cloudy)opaque

Exudates  foramen lushkcaforamen magendi

internal hydrocephalus 

sub DuralDural

sub Dural

CSFCSFChoroids 

plexus

CSFhypoglycorrhachia)

Depolarization

Imbalance

vasogenic endothelial

cytotoxic

Dexamethasone

Dexamethasone

۸۳۸۳

۲۳۱ ۱۱۳۳

Meningitis

(bursting headache)

Frontal
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 (projectile)

(Shrill cry) High 

patchc039c040 Bulging  

fontanel

 sensorialphotophobia

Generalized hypertonia 

kernig’s sign Brudzinski sign

Brudzinski sign 

۸۹۳

kerning’s sign

fundus

,congestivepapilledemaOcular 

palses, squintDiplopiaptosis

Tache cerebral

  

Brudzinski sign kernig’s sign 

Brudzinski signkerning’s 
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hemianopiahemi paresis 

periodic chynstoke 

shock

Neonatalyoung infant:newborn۶۴

AB Meningitis

kernig'signfontanel

bulging

newbornAB meningitis  

(Irritability)Drowsiness

(poor cry) shock, circulatory collapse (poor tone) 

fever, hypothermia, convulsion, tremorVacant Stare

Meningococcal meningitismeningitis

Hemorrhagic rashes

hemorrhagic spotRash

conjunctivapetechiaMeningococcemia

prostrated)Severely

hypotensionwater house 

friederichsenMeningococcal septicemia

hemorrhagenecrosis

Septicemia. 

Hemorrhagic rashes (meningococcemia): 
A severe case of meningococcal meningitis in which the 

petechial rash progressed to gangrene and required 

amputation of all limbs.

http://en.wikipedia.org/wiki/Gangrene
http://en.wikipedia.org/wiki/Amputation
http://en.wikipedia.org/wiki/File:Charlotte_Cleverley-Bisman_Meningicoccal_Disease.jpg
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: Complications 
   CNS

Fever 

Brain abscess4

Hydrocephalus.5 

Repeated of meningitis 6 

1-Subdural collection - effusion or empyema.

Ventriculitis2

Arachnoiditis3 

photophobia, IrritabilityVomiting

Meningitis

 LPCSFCSF

(Turbid)opalescent 

(Xanthocromia)CSFHemorrhageCSF

CSF

               CSF2000/cummPMN

 –1180/cumm>220mg/dl

CSF<0.23  34mg/dl

CSFMicroorganism

CSF

LPRBC1000WBC

۱۱۱RBC 

MeningitisCSF(Clear)

lymphocyte



 

118 
 

CT scanCT scanHydrocephalus , 

Brain abscess, subdural effusion, Exudate

TBMpartial 

treated meningitis

Rapid diagnostic test

   antigenAntibodydemonstrationBacterial, 

viralTBM, counter current Immune 

electrophoresis , Enzyme linked Immune Sorbent assay(ELISA) latex 

particle Agglutination

 ELISA latex 

particle Agglutination۱۱ 

  

o Partially treated bacterial meningitis

o Aseptic Meningitis 

o Tuberculosis meningitis 

o Fungal Meningitis

o Meningismus * 

o Viral Encephalitis

o Poliomyelitis

o Subarachnoid Hemorrhage

Inflammatory of cervical lesions, apical pneumonia (there is normal CSF) 

:

. 

۸-: 

Recommendation for empirical antimicrobial therapy for purulent 
meningitis based on pationts age, and specific predisposing condition. 
Predisposing 

factores  

Common bacterial pathogens  antibiotics 

Age ; 
o 1-23months 

o >2years 

 

o Streptococcal pneumonia  

o Niseria meningitides  

 

o Vanco+cefot/ceftr 
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Head trauma; 
o Basilar skull 

Fracture  

 

 

o Streptococcal pneumonia, GA 

beta hemolytic streptococci,  

Niseria meningitides 

 

o Vanco+cefot/ceftr 

 

o Penetrating 

trauma and post 

neurosurgery 

CSF shunt 

o Staphylococcus aureus  

, Staphylococcus 

epidermidis,   

o Vanco+cefepime, 

Vanco+ceftaz 

o Pseudomanase aeroginosa o Vanco+mero 

Impierd cellular 

immunity 

Listeria monocytogenous, Gram 

negative bacilli, Streptococcal 

pneumonia 

Vanco+ceftazedime+

ampicilline  

 

Cefot = cefotaxime, AG = aminoglycoside, vanco = vancomycine, ceftr = ceftriaxone, 

ceftaz = ceftazidime, mero = meropenum.   

 Duration of anti microbial therapy for bacterial meningitis based on 
isolated pathogens: 
microorganism Duration of therapy (days) 
Niseria meningitides 7 

Hemophylous influenza  7 

Streptococcal pneumoniae  10-14 

Streptococcal agalactiae 14-21 

Aerobic gram-negative bacilli  21 

Listeria monocytogenous >21 

Recommendations for use of antibiotics based on organisms isolated 
and theire suscebtibility to antibiotics 

Alternative antibiotics Standerd therapy Microorganisms and 
suscebtibility 

cefot/ceftr/chlorom 

cefepim, mero 

fluoroquinolone/maxiflox  

Pen G,Amp 

cefot/ceftr 

vanco+ cefot/ceftr 

S. pneummonia 

cefot/ceftr/chlorom 

chloro/ fluoroquinolone/mero 
Pen G,Amp 

cefot/ceftr 

N. meningitides  

Trim-sulph, mero  Amp/pen G  Listeria monocytogenis  
cefot/ceftr Amp/pen G Group B streptococcus  
Aztreonam, fluoroquinolone 

Mero, Trim-sulph,  Amp 

cefot/ceftr E.coli, enterobacteriaciae 

Aztreonam, mero, cipro cefepime/ceftaz P. aerogenosa 
cefot/ceftr, cefepime, chloro, 

fluoroquinolone 

Amp Hib 

Vanco, Mero, Trim-sulph 

linozolid 

Cloxacillin  S.aureus 
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linozolid Vanco S.epidermidis  
  Enterococcus  
 Amp+Genta Amp sensitive  
 Vanco+Genta Amp resistant 
 linozolid Amp+Vancoresistant  

Pen G= pencilline G, Amp= ampicillin, cefot=cefotaxim, ceftrix= ceftriaxone, cholo= 

choloromphenicol, Mero= meropenum, Trim-sulp=trimethoprim –sulphametoxazole, 

ceftaz= ceftazidime, Vanco= vancomycine, Genta= gentamycine, cipro= ciprofloxacin   

۲Adjunctive therapy 

ischemia

inappropriate ADH secretion(SIADH)  

 -  anti convulsants  : phenytoin 

phenobarbital midazolam 

anti convulsants

ICH Steroid 

therapy(0,15mg/kg/dose IV) Dexamethasone

۶Antibiotic

۸۱-۲۱ Hib meningitis

۲۱%

-1 gm/kg/0.5-1h / every 4- 6 hours,.25hyperventilation

:shunt infection-

CSF 

۳-۱CSF

۸۱-
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۸۶ventriculitis

treating contact)Hib meningitis N.meningitidis 

meningitis 

Guidelines for chemoprophylaxis: 
dosageAge of contactsDrug 

H influenza:  
10mg/kg daily for 4 days  < 1 monthRifampicin 
20mg/kg daily for 4 days1 month to 12 years 

Meningococcal diseases:
5mg/kg BD for 2 days < 1 month Rifampicin
10mg/kg BD for 2 days 1 month to 12 years

125mgIM single dose  <12 yearsCeftriaxone 
 250mgIM single dose >12 years

20mg single dose PO-Ciprofloxacin 

Complications: 
Brain abscess, Hydrocephalus. 

Repeated of meningitis

Subdural effusion or empyema.  

Ventriculitis , Arachnoiditis

   :(Follow-Up And Rehabilitation

ABM

(Auditory)

۴ 

SHIGELLOSIS (Bacillary Dysentery)

Dysentery

.  

Pus cellsWBC

Dysentery Bacillary dysentery
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ShigellosisBacillary dysentery

amebic dysentery  blood diarrhea 

Shigellosis Species
{S.Dysenteria (group A), S.Flexneri (group B), S.Boydii (groupC) &S.Sonne (group D)}

, enteroinvasive and enterohemorhagic E. Coli, salmanilla and 

campylobacter jejuni.  

:

۱۱۳

Fecal-oral

۱۱۲ ۴

۱۳S.Dysenteria

V.Cholera10 10-810

 

:
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۱۳

۱۳۴۴۳

Shigellosis۳۳

meningitis

۱۳۴

pus cells (Fecal Leucocytes)

Leukocytosis 55دtShift to the Lef

 Shigellae 

 

Dehydration, dyseletrcolytemia, Hemolytic-uremic syndrome, seizures, 

toxic megacolon, intestinal perforation, rectal prolapse and very rarely 

Shigellae encephalopathy.  

DysenteryDysentery

o Ecoli E.Hystolytica  

o Compylobacter Jejuni 

o Yarsinia entercolitica & Salmonellae

o Inflammatory bowel disease 

o Intussusceptions 

o Entero-invasive 

                                                           
55 My report mentions a "left shift." What does this mean? 
A "left shift" is a phrase used to note that there are a high number of young, 

immature white blood cells present. Most commonly, this means that there is 

an infection or inflammation present and the bone marrow is producing more 

WBCs and releasing them into the blood before they are fully mature. This 

is a natural immune response to infection and inflammation.
 

https://labtestsonline.org/glossary/infection/
https://labtestsonline.org/glossary/inflammation/
https://labtestsonline.org/glossary/bone-marrow/
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ORS

Zinc

shedding

Shigellosis

.WHOCiprofloxacin15mg/kg/day in two divided doses 

for 3 days۲۳۳۲۲۳۱۱

For 3 days-100mg/kg Ceftriaxone5,Shigellosis

CiprofloxacinCefixime

۴۱

(Decrease in fever, stool frequency, and blood in stools)

۴۱ 

Azithromycin (10mg/kg/day for 3 days)

tinidazole metronidazoleyoung 

child

intussusception
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sewage

o vascular collapse

 

o (very younger)

 

o fecal excretion convalescent

۱۴ 

o Long term carrier are rare 

o ۴۱۱۳

 

Tetanus (Clostridium tetani) 
 Clostridium Tetani 

 

(arching)

(acute spastic paralytic disease)

Clostridium tetaniexotoxin

0,3-0,6%  

 

USA۹۱۲۱
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 Clostridium Tetani

spore

Clostridium Tetanigram- positive, anaerobic, Spore forming

autoclaving۱۲۱ 

۱۳۱۵

TetanospasminTetanolysinTetanospasmin 

neurotoxin  

Traumatic injury(penetrating wound)

(Quinine)

Compound fractures

Gangrene(Ritual scarification)

Trauma

UmbilicusClostridium tetani

exotoxinexotoxin

Tetanospasmine

umbilical cord
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۸

umbilical cord

۲umbilical cord

anaerobicVegetative

Axis Cylinders

RetrogradeCNS

(Muscular contractions)

Neuromuscular end palate

Anterior horn cell of CNS

Tetanospasmin

Tetanospasmin

Catecholamine
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Anti-toxin

Tetanus toxoid

Antitoxin

1) Generalized tetanus  

2) Neonatal tetanus 

3) Localized tetanus 

4) Cephalic tetanus 

۸)Generalized Tetanus(

۱)۲۱۴(

۱۳

   Trismus

 Lock jaw(Spasm of master muscle) 

 Rhesus sardonicus

(opisthotonus)
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Asphyxia

 

۴۳

Tachycardia, arrhythmia, labile hypertension, 

sweating, urinary retentioncutaneous vasoconstriction 

  

Cephalic tetani

۸۲

bulbar

 

Neonatal tetanus NN/T 

Generalizedsucking failure

lock jawTrismus

mastersApathy

۸۲۲۶
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Glottis

cyanosisAsphyxia

opistotanus

reflex spasmDysphagia

ChokingRhesus sardonicus

(exhaustion)

۵ ۲

   ۹۹

۲

۹

Localized Tetanus

proximal

۸Localized Tetanus 

:

۹
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CSF

leukocytosis

(stress) 

EEGEMG)electromyogram(C 

tetani

۱Tetanycarppedal

 

۲Bacterial meningitis trismus

۹Encephalitis 

۴strychnine poisoningtrismus

۵birth traumatrismus

۴Epilepsy

۱Rabiestrismus

Hydrophobia, Marked dysphagia, clonic seizuresCSF pleucytosis 

۱AbscessesPara pharyngeal, retro pharyngeal

trismus
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(Tetanospasmine) Exotoxin

CNS

Tetanospasmine

۱(Tetanospasmine) ExotoxinElimination of source of 

infectionClostridium Tetanivegetative form

 vegetative form CL. Tetani 

Exotoxin

(200,000 /kg/day)penicillin crystal ۸۱۸۶

broncho pneumoniaumbilicus

gentamycin 5mg/kg/day 

 penicillin  Sensitivity reaction 

Erythromycin۱

 

 Metronidazole {15mg/kg /8 hourly ) for 10-14days} 

  penicillin crystal

۲Exotoxin

CNS

axonal

anti-toxin

(TIG) human Tetanus Immunoglobulinpassive 

immunization
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infant۳۱۱children

۹۱۱۱۴۱۱۱TIG

۹۱

serum sicknessTIG

۳۱۱TIG

TIGimmunoglobulin  400mg/IV-200

 

tetanus serum(ATS)-AntiTIG  

  Anti-tetanus serum(ATS)

50,000–100,000  

ATS

10,000 ATS

۸۹

ATSperiod

incubation۸۳serum sickness

 

۳Tetanospasmine

Control of Spasm

(Sedation)SpasmSedativemuscle relaxant 

SedativePhenobarbital, 

chlorpromazine, Diazepampetidin  

Diazepam 0,1- 0,2mg /kg /Every 3-6 

hourschlorpromazine 2mg/kg/dose۲-۶

 

Diazepam 2-5 mg (maximum of 2mg /kg /Every 3-6 hourschlorpromazine 

2mg/kg/dose۲-۶
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spasm۳

Spasm

Phenobarbital 10mg/kg /day

(0.15mg/kg) paraldehyde

nerve damage

(1ml/kg /dose) chlorpromazineIMN/G tube

Corticosteroid

:myoglobinuria

renal shutdown

Oropharyngeal

۳۴

tubeNG

Autonomic :alpha & beta blockerspropranolol

labetalolMagnesiumautonomic

tetanus toxoid

immunization

2oz/1 56 NG

2ozNG

100-120 

cc/kg/day

                                                           
56 There are 28.3495231 grams in an ounce or oz.  
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noxious

anoxic spell

Wound Management

Antiseptic 

debridement

amputation

TIG

Crush 

wound

compound fractures250uTIG

 

۲۴500uTIG

TIGIVIG)intra venous immunoglobulin(

(ATS 3000-6000u)
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(Complications): 

o Aspiration of secretions & 

pneumonia  

o Broncho pneumonia & Apnea

o Septicemia  

o Intracranial 

hemorrhage 

o  Atelectassis

o Thrombophlebitis 

o Hypoglycemia 

o NEC 

Prognosis:

۵۳neonatal tetanus۱۳

autonomic

۱- 

۲- Tachycardia

۳- lock jaw۴۱

 

۴- 

۸

۲(localized)

۹۸۱

۶۱۸۱

OP Gahii pp 248۲۲۱

(prevention)

umbilical cord
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۱- 

۲۴۶Booster

۴۶۱۳

۲-  

۹- 

۴

Tetanus toxoid 

۱

۲

۳

۴ 

۵
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(Fever) 
3798, 60,5

0,5

38 100, 4

37, 541

hyper pyrexia

(pathogenesis)

pyrogenic

EndogenousExogenous

 interferon, IL-6, IL-1 Tumor Necrosis factor (TNF)

  

  

 hypo poly saccharide, Exotoxin, 

Endotoxin

prostaglandin E2 

PE2

(Thermostat)

 

 Continuous fever۲۶ 1, 5
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 Remittent F۲

  

 Intermittent F

 

 Quotidian F 

 Tertian F 

 Quartion fever 

 Pell Epstein fever۹۸۱

 

 

1 (short duration fever)2weeks

 

2 (pro longed fever)

 

A (Relatively common causes) 

1  

2 Rheumatoid ArthritisSLE 

3 Lymphoma (leukemia) 

B (less common causes)  

1 (immune deficiency disorders)  

2 Agranulocytosis, spherocytosisAplastic anemia 

3  

4 ( Anhidrotic ectodermal dysplasia) 

5 (Thyrotoxicosis)  

6 (Drug fever)  
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FUO (Fever of unknown origin) 
(Outpatient)

(Inpatient) 

 FUO  

(Etiology) 

۸(40 %) 

A Brucellosis 

pneumonia, pyelonephritis, Osteomyelitis, Endocarditis 

,cholangitisMeningococcemiagonecoccemia 

B kalazar

GiardiasisToxoplasmosis 

C AIDS, Viral hepatitisinfection mono nucleuses 

D Spirocheteleptospirosis  

E Chlamydiallymph granuloma venereum  

F RickettsiaQ -Fever  

۲Auto immuneRheumatic۲۱:

Rheumatoid arthritis , Rheumatic fever, SLEJuvenile drmatomyositis  

۹۲۱

Neuroblastoma , Hepatoma , lymphoma , leukemia 

۶Sarcoidosis , Factition fever , anhidrotic ectodermal dysplasia 

, drugs feverCrohn diseases  

UN known ۸۱

FUO
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۸

FUO

۲

(Splenomegaly)Sinus

 

۹ 

Differential ESR

Smear

lieshmaniaisis, Amebiasis , BrucellosisToxoplasmosis 

(Urine analysis)

urine analysis

 Monteux test 

Echocardiography, Ultrasonography, (Sinus, Mastoid,

CT ScanMRIEndoscopy 

 

(Management of fever) 

۸Specific

 

۲ 

38,5

39- 38,2
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39

Acetaminophen (paracetamol)

(first line drug)15 mg/kg6-4

21 Ibuprofen

(secondary line drug)10mg/kg8-6

8-6

 

Hydrotherapysponging

(febrile delirium)febrile seizure

41, 1sponging

38sponging30

Acetaminophen

Heat stroke

sponging 

hyper pyrexia41

38

Hydration10%

 

Immunity

Autoimmune

(Innate)(Acquired)
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}  

{

 

 

Innate/Natural Immunity

cilia

 

Non specific

۸(Cellular components)PMNNK

Dendritic 

PMN(Polymorph nuclear neutrophil)
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chemotaxis

complementIgG

 

Monocyte macrophage

(Toxoplasma)( Legionella) 

NK(Natural killer)

 

Dendritic

 

۲(Soluble factors)

۸۲ Complement system)2,

C۹

Phagocytosis: (Chemo taxis, attachment, ingestion/vacuole formation, 

intracellular digestion)

(Opsonization)

PMN57Phagocytosis 

Cell lyses 

 

                                                           

 57, cascade, TNF, cytokines 
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Chemotactic factors, Coagulation factors, Vasoactive mediators

 

۲۲(Acute phase)(cytokines)

C- ReactiveMannose binding lection

(Cytokines)

Tumor Necrosis factor (,β) interferon (,β,),interleukins (1-10)

colony stimulating factor

 

(Adaptive /Acquired immunity)

) ( 

discrimination of self & non-self

  

Rapid amplification

 

 

Primary vs. Secondary immunity
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Natural vs. Artificial immunity

Active vs. Passive immunity

(passive)

(passive)

Active

(passive)

Colostrums

immune globulins

TB
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stem cellT- CellThymusB-cell

TB

CD 

(Cluster differentiation )Cell -T3CDCell-B

19CD 

 

B-Cell comportment (Humoral immunity )

(Humoral)

 Precipitation of soluble antigensAgglutination of foreign cells

Neutralizationphagocytosis Complement activation for cell lysis

Stimulate inflammation

Hapten

Epitope

B-Lymphocytes

(IgGs)

Immune globulinB- Cell

۸IgG(70- 75%)

 

۲IgM۸۱
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۹ (Secretary Ig A) IgA15- 20%

Colostrums

۶IgA۸۱B-cell

 

۳IgE

۸Agglutination۲Precipitation۹Cytolysis۶ Opsonization

Complement 

Cell Compartment-(Cell Mediated Immunity) T 

T(Cell Mediated 

Immunity)T-Cell

ToxoplasmaBrucella

(Logranella.B-Cell

Mast

T-LymphocytesCytotoxic T-cells (CD8+)

Killer cellsHelper T-cells (CD4+)

 Suppressor T-cells (CD8+)

T-Cell

۸(Helper-inducer) CD4+T-Cell)

B

Th-1Th-2 

Th-1TNF-8IL-2

Cell mediated
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Th-2(IL-10, IL-5, IL-4)B

2(Cytotoxic-Suppressive cell) CD8+ T-Cell

Immunological Application

Immunoassays 

Immune-fluorescence test

ELISA (anti-Ig) ,

Agglutination, precipitation

(Mumps
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Auto-immunity (SLE, Rheumatoid arthritis, Hashimoto's disease)

Clinical immunology 

,

Failure/immunodeficiency

autoimmunity ,malignant growth Hypersensevity 

 

2Immunotherapy & diagnostic Immunology 

3Reproductive immunology 

4 Developmental immunology

 

 

 

 

 

 

Immunodeficiency 

http://en.wikipedia.org/wiki/Rheumatoid_arthritis
http://en.wikipedia.org/wiki/Rheumatoid_arthritis
http://en.wikipedia.org/wiki/Hashimoto%27s_disease
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Immunodeficiency

 

Physiologic Immunodeficiency

Primary 

Immunodeficiency

Secondary Immunodeficiency

Physiologic immunodeficiency

 

۸IgMIgG

Trimester

prematureHypo gamma globulenemia

۴۶۴۶

IgM۸IgG۵۱

IgA۸۱۸۶ 

۲TImmatureIL – 5, IL – 

4 , IFN- T

B 

۹PMNChemotaxis

 

۶C8C9

 

1 (Primary immunodeficiency)
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A B 

Transient hypogammaglubolinemia G, Pan Hypo gamma glubolinemiaIgA

IgM 

B T(Digeroge syndrome) 

C BTWiskoot - Aldrich syndromeAtaxia, 

Telangectasia  

D  

E Complement 

2 (secondary immune deficiency)

 

A HIV 

B  

C  

D Cyclophosphamide , glucocorticoidDilantin 

E (Hall mark)

Auto immune 

Immunization 
 

Immunization
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Immunity

Specific 

Active Immunity

 

Passive Immunity

Passive Immunity 

Antigen: 

 

Anti-body 

 

Classification of Vaccines

۸Attenuated

۸ViralmeaslesMMR Poliovaricella, zoster, yellow fever, rotavirus, 

intranasal influenza,

 

۲lbacteria: BCG, oral typhoid 

۲Inactivated

۹۳ 

 Whole 
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 Virusespolio, hepatitis A, rabies, influenza  

 bacteriapertussis*, typhoid*, cholera*, plague 

 Fractional 

 protein-based hepatitis B, influenza, acellular pertussis, human 

papillomarvirus, anthrax  

   

 polysaccharide-based 

 PurePneumococcalMeningococcal  

 Conjugate Haemophilus influenzae type bPneumococcal

meningococcal 

 Expanded program Immunization (EPI)

۸۳۹۶

۸
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۲

۸۱۱۱۸

۹

۶۳۱

۸۲۹

۸ 

(NIDs)

Sub NIDs(Mopping-Up)

measles mortality reduction 

(MMRC)

Maternal Neonatal Tetanus Elimination (MNTE) 

۲

 

۱
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۸

(BCG)

۲DPT

۹ 

۶:

۳

۳۳)Hib-Hep B-DPT(Penta

۴

۹۱-۱۱%

Hep B- HibDPT(TT)

۹Hepatitis B
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۸BCG

۸۸BCGBacillus calmette Guren

۸۲

۲۱

۸۹

۸۶۳

۸

۸۳۸۱

۸۴

Intradermal

۸

۸۱۲۴



 

158 
 

۸

۲ 

  

 

 

۹

۶۸۱

 

۳

 

۴

 

۹ 

۱
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 

 

 

جلد  Dermis (skin) 

 طبقه نحت
 Subcutaneousالجلد
layer 

 

 Muscleعضلات

۸۴

۹۱

۸۱

۳

  
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  

  

۲(OPV)

۲۸

۲۲

۲۱

۲۹

OPV0(OPV1)(OPV2)

(OPV3)۳

(OPV4) 

۲۶

۲۳
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۶۳

 

۹

 

۲۴

۹

(DPT, Hep B &  Hib)Penta

۹۸Penta

Penta

 

۹۲

DPT۲۱

۹۹(Penta1)(Penta2)

(Penta3) 

Penta

TT

۹۶۳

۹۳ ۳۱

۹۳Penta
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۸

۲

(Shake test)

 

 

 

  

  

  

Penta

(Auto-

Disposable)

1- 

2- 

۳۱

 

3- 

 

Penta
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Penta

۲۶

Penta

  

  

۴ 

(Hep. B)

1- )

2-  

۶(Measles)

۶۸

۶۲28

۶۹۳

۸۱

۶۶۳

۶۳۶۳
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۶۳

 

mm

0,5(Auto- Disable)

۹

1- 

2- ۶۳

(Sub cutaneous)

 

3- 

۱
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46  

۵(TT)۳۸

(Tetnustoxide)

۳۲ 

28

۳۹

۸۳۶۳

۳۶۳

۳۳۳

55- 

1. 

2. 
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3. ۳

 

۳

A-D

1- 

2-  

3- ۳۱(Intra muscular)

 

4- 

 

5-  

6- 

۸۱

6

61

OPV0 , BCG, Hep B

6Penta 1, OPV 1, PCV 1

1,Penta2 , OPV2, PCV2

14Penta3, OPV3, PCV3 and 

injectable polio (IPV)
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0Measles 1, OPV4

18Measles 2

Penta: DPT (diphteria, pertussis, tetanus), Hep B (hepatitis B), Hib 

(hemophilus influenza B).

 PCV: pneumococcal conjugate vaccine 

62

TT1 

TT2TT1

TT3۴TT2

TT4TT3۸۱

TT5TT4

۴3

BCG

1۸۱۳5 ml disposable 

syringe

2۲۱

3
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4

Expire

5.  

6.  

۴۴

4.6

Penta, OPVTT

 Expire 

 ۲۱

 

 

 

 

 

  

Penta, OPV

 

 

۴ 

Cold Chain
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  

 

 

Cold Chain 

 

(acute flaccid paralysis) 

 AFP

poliomyelitis

 AFP

 paralytic poliomyelitis Para viral Transverse 

myelitispolyneuritis

 Gillian bare syndrome  porphyria, diphtheria 
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Tick botulinum

 ۱Aseptic Meningitis or non-paralytic poliomyelitis

۲Gillian Bare- Syndrome (Acute idiopathic polyneuritis)

(Cyto Megalo Virus– Epstein Bar Virus)

Hepatitis-B MycoplasmaCampylobacter jejune

(Poly neuropathy)

11, 10, 9bulbar(6)

CSF

 

۸۲ 

 

( Acute onset but no fever)

(Symmetric, Landry ascending)

(Decreased tone and reflexes)

(Sensory Disorder )
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۳Sever Hypokalemia or Hypokalemic hypotonia

1. Symmetrical hypotenia. 

2. Decreased Muscle tone. 

3. Weak, none or paresis commonly in lower limb (or Generalized). 

4. Respiratory paralysis may occur   

5. Recovery by correcting Hypokalemia. 

۶Post diphteric ParalysisGillian Barr syndrome

AccommodationSoft palate- 

paralysis 

۵Transverse myelitis

 Hepatitis-A, varicella, EBV, HerpesOPV, DPT

MeaslesCMV, EBV)

 

 Flaccidity

Hyper 

reflexilaAnesthesia

CSFCSF
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Nerve conductionconduction

EMGEMG

diplegia, Flaccid

)(Characteristics  

(AFP) 

o 

o 

 

o  

(Spasticity and Hyperrefexes phase) 
T MSpinal shockearly stage

 

۶Botulism

Causes: 
 Food poisoning: Clostridium botulinum toxin (Block at neuro- muscular 

junction infant).

Signs & symptoms: 
 Diplopia, ptosis. 

 Weakness. 

 Respiratory failure.

 Constipation.  

 Poor suck and cry & absent suck. 

 Lethargy 

 

 Feces, vomits, serum and suspected food should be examined for the 

presence of toxin by injection into mice. 

 Spastic diplegia 10- 33%. 

 Extra pyramidal C.P. 

 Atonic C.P. 

 Electromyogram (EMG). 

 C.S.F Normal. 
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Clostridium Botulinumbulbar 

poliomyelitis 

۱Encephalitis

diffuse

Polio

۱Pseudo paralysis

Congenital 

Syphilis, Acute Rheumatic fever, scurvy, osteomyelitis

 

   Mal

aria

,

,

. 

   

(Paroxysm)(Periodic)(periodic)

 

Risk groups people of malaria are:
o Pregnant women  

o Young children  

o New arrival in malarias area that is non-immune. 
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o In addition, those living in malarias endemic areas and to leave that area 

for long time and return back to endemic area. 

 140

 

1. Plasmodium falciform (Malignant tertian malaria)

2. Plasmodium Vivax (Benign tertian malaria) 

3. Plasmodium Oval (Benign tertian malaria) 

4. Plasmodium malaria (Quart an malaria) 

5. In 2004 P. knowlesi (a primate malaria species} was also shown to cause 

human malaria, and cases of P. knowlesi infection have been documented in 

Malaysia, Indonesia, Singapore, and the Philippines. 

P. Falciformmalignant tertian Malaria

  

Plasmodium Vivax benign tertian 

(Mode of Transmission)

 

o Anopheline Mosquito:

Sporozoite

o : Blood Transfusion

 

o  

 

o : Organo Transplantation 

 

o : Trans placental passage

intra uterine procedures
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placenta

Congenital Malaria 

o : Airport malaria 

  

(Vector) 

300Culex

Anopheles 

Mosquito۶۳ ۴

 

10-12

(Exophil) Out door(indophil ) Indoor

Co30-20

2000m

July 

November

(Breed)
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(Marshy area)

Pupa

100

Pollen
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: Mosquito’s life cycles and its habits 

 

 

(Exophil) Out door

(indophil ) Indoor

  

P.VP.F

Epidemiology

A number of Epidemiological parameter judges prevalence of malaria 
in the Community

۸Splenic index210

10%

Low endemic50%Hyper 

endemic75%Holoendemic

۲Blood film

210
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۹

 

Life cycle of Malaria parasite

 Human and mosquito’s life cycle of malaria parasite

 Sexual Reproduction:

 Sporogony

Gametocyte

Macro gametocyte(female)(Mal) 

Micro gametocyte 

Microgametocyte

Nucleuscytoplasm Macrogamete

ChromatinMacrogamete 
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(Microgametocyte)Macrogamete

Macro gamete (Fertilized)Zygote

Zygote(Mid gut)

Ookinete

Oocyte

OocyteSporozoits

Sporozoitcs(Salivary glands)

Cyst10,000

Sporozoites

Schizogony (Asexual Reproduction) :

pre erythrocytic Schizogony 

Sporozoites

Sporozoites

RESPhagocyte

(Hepatocyte)

SporozoiteCryptozoiteCryptozoiteMeta 

CryptozoiteMerozoites Hepatocyte

 Liver SchizontSchizont

PF30000PVPO

primary exo erythrocyteExo erythrocytic Schizontspre 

erythrocytic schizogony formHepatic5, 5

15



 

180 
 

PFMerozoiets

HepatocyteMerozoiet

PVPOMerozoiets

(dormant)

Hypnozoites

PVPO

HypnozoitesRelapse

Hypnozoites

Relaps

premaquine  tissuecidal pre 

erythrocytic stage 

Erythrocytic phase

Tropozoite

RingRing 

formRing

Schizant

SchizantTropozoite

Tropozoite

Cycle

CycleCycle

PVPOPF48PM72

PVTertian48

PM72 

Quartian
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SchizogonyHyper parasitemia

Schizogony

Macro gametocyteMicrogametocyteImmature gamete

GametocyteGametocyte

96pre 

erythrocytic

I: - Inside the Liver (Tissue phase of Exo erythrocyte phase)
A: pre erythrocytic (primary erythrocytic schizogony)  

 No clinical symptom No pathologic damage. 

B: Exo erythrocytic (Secondary exo erytrocytic Schizogony) cause of 

relapse. 

II: - Inside the RBC  
A: Erythrocytic Schizogony cause of malarial paroxysm (clinical symptoms 

& signs Present) 

B: Gametogony

Infect mosquito (Carrier) 

lapsedomageparoxysmMalarial

icerythrocytpre

Re.,

Schizogony

icerythrocytExo

Schizogony
 sSporozoite:O P. and V P. 








 

 

Resistance of infection with malarial parasites

ISpecific immunity

Cross immunityType
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Type 

StrainsStrainStages 

Hyper endemic

3, 5, 7

Endemic

Strain

Transmission

Gambia

PFPVPF

PV

Endemicplacenta

 Non endemicendemic

endemic

1 MigrationendemicNon endemic
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2 Spleenectomy 

3 Pregnancyprimigravida

  

4 Immune depressantSteroids 

5  

II Nonspecific immunity 

 

۸Innate or Genetic Nonspecific immunity 

۲ Acquired Nonspecific immunity 

۱Innate Non-specific immunity:

 Red cell recognition

Lock of glycophorin 

Lock of sialic acid

 (Reduced deformability) Red cell invasion

Ovalocytosis 

Eleptocytosis 

 Intra cellular development

 

o Fetal Hemoglobin. 
o Hemoglobin C, D, E 

o Duffy Ag (Duffy Antigen Negative) 

o Hemoglobin S (sickle cell trait) 
o G6PD deficiency. 

o Pyridoxinekinas deficiency. 

o Beta Thalassemia  

RBCSurfaceDuffy receptor

receptor

receptor(Duffy Ag Negative) 
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۲ Acquired non-specific immunity:
Sporozoite

ImmunologicalSporozoitesRadiation

Immunological Response

MarasmusKwashiorkor

Iron deficiency

Para amino benzoic

(Riboflavin)

IIIMiscellaneous

phagocytosisMerozoietRBC

phagocytosis Parasites

spleenRESTNFErythrocytic

extra erythrocytic

Humoral Antibodies

Immunglobin 

Merozoites 1gG, 1gM1gA

 parasitized RBCAgglutinate

ReceptorsSurface legand

ImmuneAntigenplacenta

Newborn

InfantAntigen Antibody complex

Immune pathology of MalariaSchizonts

AgRES
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T.cellMacrophageinflammatory 

cytokines {interferon, (inter lukin1) 1L-1, (tumor necrosis factor) TNF}

 TNF

GametocyteTNFErythropoisis

ErythrohagocytosisAnemia

endogenous pyrogens)1L- 1,(1L- 6

 TNFpathogenesis

1-Algid Malaria (shock)

2-Spleenomegaly Portal Hypertension, Tuberculosis, Kalazar, Leukemia 

3-Rabies: History of Animal bite (1- 10 years old) 

o Parasthesia Or Hyperesthesia (in 

bite area) 

o Muscle spasm (Laryngeal spasm) 

o Swallowing difficulty. 

o Hydrophobia 

o Fever, seizure 

o Cranial nerves palses TissueAg 

detection 

3- Typhoid fever (Enteric fever)  

4-No icteric Hepatitis, (Gram negative septicemia) septicemia, UTI, Liver 

Abscess, Mixed type of Malaria, Meningitis, Encephalitis, Lead, 

encephalopathy, Heat stroke, and Infantile Gastro enteritis 

: 

(Pathophysiology of sever malaria) 

 

PF) (

complicatedSever malaria

۱ Clinical 
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 A change of behavior, confusion or drowsiness. 

 Impaired consciousness of unrosable Coma. 

 Multiple convulsions. 

 Deep breathing, Respiratory distress. 

 Difficulty in breathing or pulmonary edema. 

 pulmonary edema (Radiological) 

 Circulatory collapse of shock. 

 Jaundice. 

  A bleeding tendency. 

 Prostration, Generalized weakness so that the patient cannot walk or sit up 

without assistant. 

۲ Laboratory finding 

 Hypoglycemia. 

 Acidosis and Metabolic acidosis. 

 Sever Normocytic anemia  

(Packed cell volume or < 
Hb

dlgr

%20

/7




 

 Hemoglobin urea. 

 Hyper parasitemia. 

 Hyper Lactatenemia. 

Schizantmalarias toxinsRESMacrophage

T.cell)inflammatory mediators(

cytokines

Brain, Heart, lung, liver, kidney and blood
 

1) Cytokines (TNF, IL-1, 1L-6, Interferon)

2) Cytoadherence processes. 

3) Rosetting processes. 

4) Deformability of Erythrocyte. 

5) The cell wall dysfunction of erythrocytes. 
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6) Sequestration of parasitized R B C, platelets in blood vessel (capillaries 

and deep venules) 

Central Nerve system 

Spin, MeningesBrain

Brain 

Intra cranial 

HypertensionCerebral edema

۱ CytoadherenceVenules

Surfaceparasitized RBC

Sequestrationpacking

Rosetting) (

HypoxiaHyperemiaBehavior 

changing,Irritability Mild drowsiness, stupor deep coma

 

congestionperi vascularLymphocyte

infiltration(Gray matter)

With matter

۲Raised intra Cranial pressureCSF

Spinal column

ICPCerebral edema

sequestrationDilatation)

Cytokines( 
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Grey matter

۸Anemia

Anemia 

 Phagocytosis  

  TNF Stimulates erythrophagocytosis parasitized and parasitized RBCs. 

 Hemolysis and destroyed of parasitized RBCs  

 Non parasitized RBC is destroyed more quickly than normal cluring 

malarial illness. 

 Transfused cells in malarial patient may be destroyed more rapidly than 

in normal recipient. 

 Erythropiosis in the bone marrow is depressed (TNF is bone marrow 

depressant) 

 Iron Sequestration and dyserythropiasis Occur. 

AnemiaAbnormal bleeding, intra vascular hemolysis

Renal failureAnemiaStable

6

Anemia 

 

AnemiaHbAnemia

HemolyticNormocyticNormo chromicMacrocytic Hypo 

chromicReticulocytosisfolic acid

۲folic acid:

1. Inadequate dietary folate.

2. Reduced absorption of folate. 

3. Increased Utilization due to hemolysis and fever of malaria. 

4. Utilization of folate by parasites. 

 Anisocytosis, polychromasia, target cell, 

poikylocytosisBasophilic stippling 
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۹Thrombocytopenia

PVPFThrombocytopenia 

 Platelets survival is reduced (age).

 Enhanced splenic uptake and sequestration. (Excessive removal of 

platelets by spleen ) 

 Intra platelets parasite decrease life space of platelets. 

 Phagocytosis of platelets by monocytes. 

 Platelets consumption as part of (DIC). 

 Sequestration and destruction of platelets. 

PFplatelets. 

۶:DIC

Spontaneous bleeding

(DIC)

leukopoeniaLeukocytosis

 

۳pulmonary edema:ARDS

pul- edemaCardiogenic

. 

 packed

 Hyaline membrane 

 Alveoli 

 AlveoliNeutrophiles, plasma cells, Macrophages RBC

congestion 

: Pulmonary edemaPulmonary edemaDistress syndrome Adult 

RespiratoryCapillariesCongestion

LeakageCytokine
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pul- edemaendemic

 

Pulmonary edema

Renal failure

 

۴Cardio vascular system and shockpigment Latent 

macrophages.Plasma cells, lymphocytes, 

Congested)Cyto adherenceSub myocarolial

MyofibrildegenerationAtrophy

Anemia Blood valiumAnoxia

Shock

 Inadequate cardiac output.

 Poor tissue perfusion. 

 Peripheral vasodilatation. 

 bacteremiaSepticemia 

۹GI System

CapillariesCongestionStasisSequestrationMucosal 

ulceration NecrosisSequestrationCyto 

adherence

Laminapropria 

Upper Gastro Intestinal Gastric type (Sever vomiting) 

lower GIChloreal type



 

191 
 

GIAnti-malarial drugs

aJAUNDICE& LIVER

Immunological response

TenseRed, darkStay graypale

 

Sinuses

Congestionkupffer

Hyper trappedparenchyma

Heamozoid

DegenerationHeart failureNecrosis

A: Hemolysis 

B: Liver dysfunction

: BThe spleen and splenomegaly
SpleenTenseStaty 

grayishSinuses

pulp HistocyteHemozoin

endothelialDegenerationThrombosis

infarction  

Immunity(Jet)

CordspigmentsCongestionpigments

SinusesCords(disappear)

 sizefibrotic, grayish

WrinkledRupture

Hilar
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ImmuneAccident

(Spleenictomy)

malariaSever(Development)

Splenomegaly

 RES

 Sinuses

 

۱The kidney -(Hemoglobinurea and acute renal failure) :Falciform

(Self-limiting)

Plasmodium malariaGlomerulonephritis

Nephritis 

Missive hemolysisHemoglobin

Block water feverOliguria

Anuria Renal failureSever malaria

CapillariesGlomerular tubeCapillaries

Congestioncortical perfusionAcute 

tubular Necrosis 

PigmentsInterstitialTubulesEpithelial

capsular space phagocytes

EpithelialEndothelial 

Epithelial HyalineGlomerular cortexCortex

Medulla(Scattered)
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Immune complexPMNephropathy

RingMinimalmembranous

Quartan malarial nephropathy

SeverRenal failureHemoglobinurea

Renal failure

Renal failurePF

1 Redistribution of parasites in the kidney.

2 Establishment of shunt in the kidney. 

3 Cortical ischemia (cortical perfusion reduced) 

4 Medulla congestion. 

۳Bone marrow 

Soft, red, grayishHyperemicLong 

bone

MonocyteNormoblastic Hyperplasia

peripheral bloodReticulocytosisMeylocytic 

proliferation 

TemporaryBone marrowparasitemia

folic acidMeyaloblastic

Abnormal megakaryocyte

۸۱Adrenals 

cortexInner zoneDegeneration

Gross congestionHemorrhage 

۸۸placenta 

Salty gray

(Packed)degenerationdeposition  villi
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LBW , still birth, Abortionprematurity

 

۸۲Hypoglycemia 

Hypoglycemia 

 Impaired production or release of glucose in the liver.

 Increased intake in the tissue. 

 The actual mechanism is unclear 

Quinine

QuinidinHypoglycemia

pancreasStimulationsInsulinHypoglycemia 

 ۸۹Acidosis 

HypovolumiaAnemia

2OLactic acid

(Metabolic acidosis) Lactic acidosis

AspirinMetabolic acidosis 

(Exacerbation)  

Introduction

PF

 

Generally: 1

 Malaria has a variety clinical picture. 

 From acute to chronic. 

 From simple fever to live threaten multiple organs failure. 
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The clinical picture differs with the: 2 

 Species of parasite involved. 

 The immune states of patient. 

 Also to the age and condition of patient. 

Falciparum malaria classical presentation 

Symptoms and signs

 

presentation 

 Invasive phase

 Late phase 

Invasive

Second phaseperiodic

phaseSever malaria

Immunity (disappears) 

 Sweating, chills, fever, night Sweat, labial herpes Myalgia, Arthralgia, 

headache, pain in the 2 sub cortical region, prostration,

Convulsion

 

Second phaseTypical malarial attach

chillschills

(Heavy perspiration)Na

48

Euphoria

Splenomegaly

)(Develops
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Jaundice, (pallor)Sever malaria

Hepatomegaly(Controversial)

percussion

Hepatomegaly

Sever and very sever malaria

(an acute over whelming)

(Multiple organ failure)Sub-

acuteacuteSub-

acute

 

Blood film

plasmodium vivax 
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plasmodium malaria 

plasmodium falcifarum  

 

 (behavior)ConfusionDrowsiness

 Unrousable 

 Multiple convulsion 

 Respiratory distress, Deep breathing 

 pulmonary edema 

  Collapseshock 

 (Radiological) pulmonary edema 

 Jaundice 

 A bleeding tendency, Hemoglobin urea 

 prostration

 

 

1 Hypoglycemia

2 Metabolic acidosis, Acidosis 

3 Sever Hemolytic Anemia packed cell volume< 20% Hb 

4 Hemoglobin urea 

5 Hyper parasitemia in different places may have have different meaning 

6 Hyper lactatemia 
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 

 

 

 

  

 

 

 

 

 

1 

2  

(6)
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Blood stages of Plasmodium

Column 

A, Plasmodium vivax; 
B, P ovale;

C, P malariae; 
D, P falciparum

. 

Row

1, young trophozoites (ring forms); 

2, growing trophozoites
3, mature trophozoites; 

4, mature schizonts; 
5, macrogametocytes; 
6, microgametocytes. 

The “plus system” is less precise as variation in the thickness of the film 

results in false variation in parasite count. 

+ =1–10 per 100 thick fields. +++ = 1–10 per thick field.  

++ =11-100 per 100 thick fields.  ++++ = >10 per thick field. 

 

 

SP

   

 

(25 mg/kg sulpha component, maximum of 3 tablets) 

Confirmed vivax malaria

maximum 1500mg

۸۱۸۱

۳ 

Primaquine (0.25mg/kg, maximum 15mg) daily for 14 days 

Or (0.75mg/kg, maximum 45mg) weekly for 8 weeks
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Clinically diagnosed malaria

maximum 1500mg

confirmation

 

Second line treatment

  -1

(10mg salt/kg/dose orally three times daily)

Doxycycline (3.5mg/kg once a day) or Clindamycin (10mg/kg twice a day)

parasitological 

2- Arthemeter: 3.2mg/kg /day for one day follow by l .6mg/kg for 5-6 days.

3-Management of Severe and Complicated Malaria

A- Artesunate 4 mg/kg by intravenous or intramuscular injection followed 

by 2.4 mg/kg at 12 hr and 24 hr; continue injection once daily if necessary.

 Malaria in Pregnancy

۸- Second and third trimesters
Primaquine and Doxycycline

۲First trimester

Clindamycin (10mg/kg twice a day)

۳-  Chemoprophylaxis

  SEVERE MALARIA
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Health center  

۲۹

Artemether 3.2 mg/kg (maximum 160mg) 1.6 mg/kg (maximum 

80mg) ۳

Artemether

AS+SP

 

Management of Severe and Complicated Malaria:
A. Artesunate 4 mg/kg by intravenous or intramuscular injection followed 

by 2.4 mg/kg at 12 hr and 24 hr; continue injection once daily if necessary. 

B. Artemether 3.2 mg/kg by immediate intramuscular injection, followed 

by 1.6 mg/kg daily. 

C.QUININE DHC: 20mg /kg (loading dose) should be diluted in 10 ml 

/kg 5% or 10% D/W l.V and given over 4 hour; follow 8 hour after 

starting the loading dose with 10mg/kg in l0ml/kg 5% or 10% D/W over 

4 hour; repeat 8 hourly until the child can swallow oral Quinine 

sulphate (I0mg /kg TID) to completed 7 days treatment. If coma 

continues more than 48 hours reduce Quinine DHC dose to 7mg /kg/day.  

Plus one of the drugs which mentioned under  

Quinine sulfate.
Artesunate is the treatment of choice. Artemether should only be used if 

artesunate is unavailable. Quinine dihydrochloride should be given only 

when artesunate and artemether are unavailable. 

TREATMENT FAILURE 
 Treatment failure is defined as failure to achieve the desired therapeutic 

response after the initiation of therapy. Treatment failure is not synonymous 

with drug resistance. Treatment failure may result from poor adherence to 

treatment, unusual pharmacokinetic properties in that individual or drug 

resistance. Treatment failure may also arise from a wrong diagnosis and 

initiating the wrong treatment. In evaluating a patient with treatment failure, 
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it is important to determine from the patient’s history whether he or she 

vomited previous treatment or did not complete the full treatment course. 

CASE DEFINITIONS: 

Suspected uncomplicated malaria:

37,5

۲۶

IMCI

.

The absence of, 
Cough with fast breathing, which is: 

- Breathing 60 or more times per minute for infants aged under 2 months;  

- Breathing 50 or more times per minute for infants aged 2 months to 1 

year;  

- Breathing 40 or more times per minute for children aged 1 to 5 years 

 Rash  

 Runny nose 

 Tonsillitis (sore throat plus tonsillar exudates and tender cervical 

lymphadenopathy) 

 Abscess or other localized infection 

 Ear discharge  

 General danger signs: 
- Inability to drink or breast feed 
- Inability to sit or stand unaided 
- Witnessed convulsions 

- Coma 
- Neck stiffness  
- Bloody diarrhea 

 

Confirmed uncomplicated falciparum malaria 

37.5

۲۶

 rapid 

diagnostic test
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uncomplicated vivax malaria Confirmed 

37.5

 rapid diagnostic test

 

Confirmed uncomplicated mixed infection

37.5

rapid 

diagnostic test

 

Probable severe malaria

Confirmed severe malaria

rapid diagnostic test

species

.

Supportive treatment of Malaria: 
For the treatment of fever, convulsion, coma, shock, dehydration and 

other see related topics.

Acronyms 

ACTs -Artmesinin-based Combination Therapies 
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AS-Artesunate,  

CHW-Community Health Worker, Combo-combination, CQ-Chloroquine, 

G6PD-Glucose 6 phosphate dehydrogenase, 

HMM-Home Based Management of Malaria 

HRP-Histamine - rich protein 

IDPs-Internally Displaced Persons 

IMCI-Integrated Management of Childhood Illnesses 

NMSP -National Malaria Strategic Plan 2008 – 2013, PLDH-Plasmodium 

Lactate Dehydrogenase, 

PLDH- Plasmodium lactate dehydrogenase 

RDT-Rapid diagnostic test 

SP (Suphadoxine-pyrimethamine). 

 

Viral Hepatitis 

Viral HepatitisHepatitishepato 

tropic viruses(variety)  A, B, C, DE

  
 edition nd22-current medical diagnosis & treatment (page 709) Refrence: Peds  

 HAV HBV HCV HDV HEV 
Types of 
Viruses 

Entero 

virus(RNA) 

Heandna virus (DNA) flavivirus(RNA

) 

Delta 

(RNA) 

Hepivirus 

Source  of 
virus 

Feces Blood, blood derived, 

body fluid 

Blood , blood 

derived, body 

fluid 

Blood , 

blood 

derived, 

body fluid 

Feces 

Rout of 
spread 

Fecal-oral   Parenteral, sexual, 

vertical58  

Parenteral, 

sexual, vertical 

Parenteral, 

sexual 

Fecal-oral   

Incubation 
period 

15-40 days 50-150 days 1-5 months 20 -29 

days  

 

Diagnostic 
test 

Anti HAV 

IgM 

HBs Ag ,anti HBc 

IgM, DNA PCR 

Anti-HCV, 

RNA PCR  

Anti HDV 

anti body 

Anti HEV 

IgM,  HEV 

PCR  

Mortality 
rate (acute) 

0,1% -0,2% 0.5%-2% 1% -2% 2% -20%  1% - 2% 

(10%-20% in 

pregnant 

women 

Carrier 
state  

No  yes yes yes No  

Vaccine 
available  

yes yes No  Yes(HBV) Yes 

(experimental) 

                                                           
58 Blood, blood derived, body fluid 
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Treatment  None  Interferon (pegylated 

interferon in adult) 

Nucleoside analogues ( 

lamivudine >2 yold, 

adefovir>12; entecavir 

or telbivudine>16)  

pegylated 

interferon plus 

ribavirin  

Treatment 

for HBV 

None  

Prevention Pre/post 

exposer 

immunizati

on  

Pre/post exposer 

immunization  

Blood  blood 

donor screening  

risk behavior 

modification 

Pre/post 

exposer 

immunizat

ion  

 

 viral hepatitis 

 

Hepatitis A and Ewater borne(community acquired)

C, B D

Post transfusion hepatitis

 C, B Dchronic hepatitis

lifelongchronic hepatitis

cirrhosis, liver failureliver cancer

hepato tropic virusesG, TTSEN virusesHepatitis

Viral Hepatitis 

 Headache, Nausea, Vomiting, loss of appetite, abdominal pain, Fatigue, 

Diarrhea, low grade fever some are without Signs and symptoms. 
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۱۳۶۲۱۳۶۱
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۸۸۹۳۲

۲ AFP  

۹

۶ Beta thalassemia thalssemia

 

۵ 

۶ PFfansidar +chloroquine artesunate

fansidar +

۱

۱

۱

۱۳Zinc Vitamin A 

۱۱nitrofurantoin , gentamycine nigram,

ciprofloxacin  

۸۲ 

۸۹۸۹۳۳

۸۶۸۹۳۴ 

۸۳۸۹۳۱

۸۴ : pediatric infectious diseases First edition – June 2018 

۱۱: neonatology First edition – June 2018 
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 يفارمکولوژ  ۱
 قمبر علي سیدپوهندوی 

 يحیدر 
 هرات پوهندوی داکتر حسن فرید کتاب ولادی ۲ ننګرهار

 انتاني ناروغۍ ۳
پوهنوال ډاکتر عبدالناصر 

 لېجبارخ
 رننګرها پوهنمل داکتر خالد یار د سترګو ناروغۍ ۴ ننګرهار

 ږونېز  ۵
پوهنمل ډاکټر مریم اکرم 

 معصوم
 ۶ ننګرهار

د کوچنیانو د وینې 

 ناروغۍ

پوهندوی داکتر منصور 

 اسلمزی

 ننګرهار

 

۷ 
دسامونو  د تنفسي او د زړه

 روماتیزمل ناروغۍ
 ۸ ننګرهار پوهاند ډاکتر طیب نشاط

ناروغیو  د سرطاني

 اساسات
 ننګرهار پوهاند داکتر ظاهر ظفرزی

 توبرکلوز ۹
پوهندوی ډاکټر سید انعام 

 يسید
 ۱۰ ننګرهار

اندوکراینولوژی او 

 روماتولوژي

طیب محمد پوهاند داکتر 

 نشاط

 ننګرهار

 

 فزیکبیو  ۱۱
پوهاند میر محمد ظاهر 

 يحیدر 
 ۱۲ بلخ

د ماشومانو کلینکی 

 نهمعای

خان پوهنوال ډاکټر ناصر 

 کاموال
 ننګرهار

 نورفزیک  ۱۳
پوهاند میر محمد ظاهر 

 يحیدر 
 ننګرهار ډاکتر محمد صابر اساسات يد پرازیتولوژ  ۱۴ خبل

 ۱۶ کندهار ناصر محمد شینواری ډاکټر د سینې ناروغۍ او توبرکلوز ۱۵
 د اوبندش  د کولمو

 وان جراحي ناروغیطپری

پوهاند ډاکټر عبدالرؤف 

 حسان
 ننګرهار

 کي رادیولوژيیکلین ۱۷
 يپوهنوال ډاکټر غلام سخ

 رحمانزی
 ۱۸ ننګرهار

 ېچنیانو د درملند کو 

 لارښود

 ) انګلیسی(

پوهندوی داکتر منصور 

 اسلمزی
 ننګرهار

 د پښتورګو ناروغۍ ۱۹
ظاهر  محمد پوهاند ډاکټر

 ظفرزی
 ۲۰ ننګرهار

د هضمي جهاز او 

 پښتورګو  ناروغۍ

پوهنوال ډاکټر عبدالواحد 

 وثیق
 کندهار

 ۍجهاز ناروغ يهضم د ۲۱
ظاهر  محمدپوهاند ډاکټر 

 ظفرزی
 جراحی بطن وملحقات آن ۲۲ ننګرهار

معصوم محمد پوهاند ډاکټر 

 عزیزی

کابل طبی 

 پوهنتون

 د وینې ناروغۍ ۲۳
ظاهر  محمدپوهاند ډاکټر 

 ظفرزی
 ۲۴ ننګرهار

روش های ارزيابی 

 کلنيکی اطفال

پوهندوی ډاکټر فاروق 

 حمیدي

کابل طبی 

 پوهنتون

 د ځیګر ناروغۍ ۲۵
ظاهر  محمدپوهاند ډاکټر 

 ظفرزی
 لوژيو عمومي هست ۲۶ ننګرهار

 پوهندوی ډاکټر فضل الهی

 رحماني
 کندهار

 رادیولوژي تشخیصي ۲۷
 يپوهنوال ډاکټر غلام سخ

 رحمانزی
 هرات زهرا فروغدوکتورس  پتالوژی عمومی ۲۸ ننګرهار

 د وینې سرطان ۲۹
پوهنوال ډاکتر نظر محمد 

 سلطانزی 
 ۳۰ ننګرهار

 ،بيولوژي ماليکولي حجره

 بخش اول
 یوسف پور ليپوهنوال ع

کابل طبی 

 پوهنتون

 اطفال ۳۱
پوهنوال ډاکټر محمد رسول 

 فضلي
 ۳۲ ننګرهار

، بيولوژي ماليکولي حجره

 بخش دوم
 یوسف پور پوهنوال علي

کابل طبی 

 پوهنتون

 کندهار ډاکټر محمد ناصر ناصري ناروغۍ توبرکلوزد  ۳۴ ننګرهار پوهیالی ډاکټر محمد هارون تغذیه او روغتیا ۳۳

 یموګرافی او کورنی تنظیمډ ۳۵
پوهیالی ډاکټر محمد ابراهیم 

 شیرزی
 امراض ساری اطفال ۳۶ ننګرهار

پوهاند ډاکټر سلطان محمد 

 صافی

کابل طبی 

 پوهنتون

 د عمومي جراحي اساسات ۳۷
پوهندوی ډاکټر بادشاه زار 

 عبدالي
 د کوچنيانو ناروغۍ ۳۸ خوست

پوهاند ډاکټر سلطان محمد 

 صافی

کابل طبی 

 تونپوهن

۳۹ 
نیکي معایناتو يد کل، جراحي

 سیستم 

پوهندوی ډاکټر بادشاه زار 

 عبدالي
 ۴۰ خوست

امراض جراحی بطن و 

 ملحقات ان

پوهندوی ډاکټر عبدالخالق 

 دوست
 کندهار

 عمومي پتالوژي ۴۱
پوهنوال ډاکټر خلیل احمد 

 بهسودوال
 پوهاند ډاکټر بری صدیقي هستولوژي ۴۲ ننګرهار

کابل طبی 

 پوهنتون

 د ساري ناروغیو کنټرول ۴۳
 پوهندوی ډاکټر محمد

 عظیم منګل
 د وينې فزيولوژي ۴۴ ننګرهار

محمد  پوهنمل ډاکتر ولي

 ویاړ
 کندهار

 هستولوژي يطب ۴۵
پوهنوال ډاکټر خلیل احمد 

 بهسودوال
 طبي بيوشمي ۴۶ ننګرهار

خان محمد  دوکتور پوهاند

 احمدزی

کابل طبی 

 پوهنتون

 هرات پوهنوال غلام قادر دهګان فزیک اوپتيک ۴۸ ننګرهار حد حمیدډاکتر عبدالا پوهنوال  یورولوژي ۴۷

 اخلاق طبابت ۴۹
همدل عبدالغفور ډاکټر پوهاند 

  صدیقی
 رتوپيدي او کسرونهو ا ۵۰ بلخ

محمد همایون پوهنمل ډاکټر 

 مصطفی
 کندهار



  

 فزیکل ډیاګنوزس ۵۱
پوهنوال ډاکتر حفیظ الله 

 اپریدی
 د و مزمنبطن حا ۵۲ ننګرهار

پوهنوال ډاکټر عبدالغفور 

 ارصاد
 هرات

 اساسات جراحی ۵۴ ننګرهار پوهندوی ډاکټر دل آقا دل د زړه او رګونو ناروغۍ ۵۳
پوهاند ډاکټر نجیب الله 

 امرخیل

کابل طبی 

 پوهنتون

 ندیزه روغتیاډد چاپیریال او  ۵۵
عارف محمد پوهنوال ډاکټر 

 رحماني
 اناتومی ۵۶ ننګرهار

کټر حفيظ الله پوهنمل ډا

 سهار

کابل طبی 

 پوهنتون

۵۷ 
د هضمي سیستم او پښتوروګو 

 ناروغۍ

پوهندوی ډاکټر سیف الله 

 هادی
 التراساونډ تشخيصيه ۵۸ ننګرهار

پوهندوی ډاکټر محمد نواب 

 کمال

کابل طبی 

 پوهنتون

 یانو تغذیهند کوچ ۵۹
پوهنمل ډاکټر  نجیب الله 

 امین
 ۶۰ ننګرهار

و جذب ا ،د قندونو هضم

 باستقلا 
 ننګرهار پوهیالی دوکتور یحیی فهیم

 جلد اول ،ۍد کوچنیانو ناروغ ۶۱
پوهنوال دوکتور عبدالستار 

 نیازی
 ۶۲ ننګرهار

ستونی پزی او د غوږ ، 

 ۍناروغ

پوهنمل دوکتور میر محمد 

 اسحاق خاورین
 ننګرهار

۶۳ 
 ، دوهمۍد کوچنیانو ناروغ

 جلد 

پوهنوال دوکتور عبدالستار 

 نیازی
 ۍد پوستکی ناروغ ۶۴ هارننګر 

وکتور اسدالله دپوهندوی 

 شینواری
 ننګرهار

۶۵ 
او  يایمینولوژ  ي،هیماتولوژ 

 ۍناروغ د ویټامینونو کموالي

پوهندوی دوکتور ایمل 

 شیرزی
 ۶۶ ننګرهار

خولی او هضمي سیستم د 

 ۍناروغ

پوهاند دوکتور ظاهر 

 ظفرزی
 `ننګرهار

 رهنمای تدریس طب ۶۷
احمد  پوهاند دوکتور نادر

 اکسیر

کابل طبی 

 پوهنتون
  جراحي بطن ۶۸

 دوکتور محمد پوهاند

 معصوم عزیزی

کابل طبی 

 پوهنتون

 امراض اطفال ۶۹
پوهاند دوکتور سلطان محمد 

 صافی

کابل طبی 

 پوهنتون
 جراحی عصبی ۷۰

عبدالغفور  پوهنوال دوکتور

 ارصاد
 هرات

 ۷۲ هرات حنیفپوهاند محمد جمعه  مایکروبیولوژی ۷۱
ات پرازیتولوژی اساس

 طبی

محمد  دوکتورپوهنمل 

 یوسف مبارک

کابل طبی 

 پوهنتون

۷۳ 
مراض جراحی سیستم ا

 آنهضمی و ملحقات 

پوهاند ډوکتور عبدالوهاب 

 نورا

کابل طبی 

 پوهنتون
۷۴ 

امراض جهاز هضمی و 

 کبد
 بلخ محمد یونس فخری دوکتور

 فزیک طبی بخش میخانیک ۷۵
پوهاند میر محمد ظاهر 

 حیدری
 ۷۶ خبل

فزیک طبی بخش 

 حرارت

پوهاند میر محمد ظاهر 

 حیدری
 بلخ

۷۷ 
و  ،توضیح اساسات فزیک

 صیه طبییسایل تشخ

پوهاند میر محمد ظاهر 

 حیدری
 بلخ سید یوسف مانووال انالیز ریاضی ۷۸ بلخ

 هرات هګانپوهنوال غلام قادر د حرارت و ترمودینامیک ۸۰ هرات هګانپوهنوال غلام قادر د نور و فزیک جدید ۷۹

۸۱ 
لومړی ، يجراح يعموم

 ټوک

پوهندوی ډاکتر بادشاه زار 

 عبدالی
 ۸۲ خوست

دوهم  ،يجراح يعموم

 ټوک

پوهندوی داکتر بادشاه زار 

 عبدالی
 خوست

۸۳ 
 ،و فزیولوژی انساناناتومی 

 جلد اول

پوهندوی محمد طاهر 

 نسیمی
 ۸۴ بلخ

اناتومی و فزیولوژی 

 جلد دوم،انسان

پوهندوی محمد طاهر 

 نسیمی
 بلخ

 روانی  رنځپوهنه ۸۵
پوهندوی ډاکتر جهان شاه 

 تڼی
 تغذیهؤ تعذیه او س ۸۶ خوست

پوهنوال داکتر عبدالواحد 

 وثیق
 قندهار

 جلد اول ،امراض روانی ۸۷
پوهندوی دوکتور عبدالعزیز 

 نادری

کابل طبی 

 پوهنتون
 جلد دوم ،امراض روانی ۸۸

پوهندوی دوکتور عبدالعزیز 

 نادری

کابل طبی 

 پوهنتون

 ) انګلیسی( انتاني ناروغۍ ۸۹
پوهنمل ډاکتر محمد ذکریا 

 امیرزاده
 بیړنی طبی پیښی ۹۰ کندهار

پوهنوال داکتر عبدالواحد 

 وثیق
 قندهار

 پوهاند دوکتور عبیدالله عبید پرازیتولوژی  طبی ۹۱
کابل طبی 

 پوهنتون
۹۲ 

لمړی  ،يجراح يولاد

 ټوک
 قندهار داکتر عجب گل مومند

۹۳ 
جلد  ،طبیرو بیولوژی مایک

 اول
 پوهاند دوکتور عبیدالله عبید

کابل طبی 

 پوهنتون
۹۴ 

دوهم  ،يجراح يولاد

 ټوک
 قندهار داکتر عجب گل مومند

۹۵ 
جلد  ،طبیمایکرو بیولوژی 

 دوم
 پوهاند دوکتور عبیدالله عبید

کابل طبی 

 پوهنتون
۹۶ 

ستونی پزی او ، د غوږ

 ۍناروغ
 کندهار داکتر عزیز الله فقیر

 در افغانستان  PBL رهنمود  ۹۷
دوکتور محمد فرید  هاندپو 

 برنایار
 مایکروبیولوژی عمومی ۹۸ کاپيسا

شعیب احمد دوکتور 

 شاخص
 هرات

 ماتولوژیو تر  ۹۹
عبدالغفور دوکتور پوهنوال 

 ارصاد
 ۱۰۰ هرات

سږو د ناروغیو زړه او د 

 يصیه رادیولوژ یتشخ

محمد ه پوهنیار ډاکتر شا

 رنځورمل
 خوست

 خانهنرسنگ عملیات ۱۰۱
پوهاند دوکتور نجیب الله  

 امرخیل

کابل طبی 

 پوهنتون
۱۰۲ 

طبی مستعمله گیاهان 

 در تداوی امراض قلبی

 وعاییو 

پوهنوال محمد عثمان 

 بابری

کابل 

 پوهنتون

 پوهندوی داکتر بشیر نورمل امبریولوژی طبی ۱۰۳
کابل طبی 

 پوهنتون
 ېړنی درملنیب ۱۰۴

مل ځډاکتر عبدالولی رن

 ردکو 
 خوست



  

 ۱۰۶ کندهار پوهنیار محمد اغا ضیاء د احصاییی اساسات ۱۰۵
د کوچنیانو ساری 

 ۍناروغ

پوهاند دوکتور سلطان 

 محمد صافی
 خوست

 پوهندوی داکتر بشیر نورمل امبريولوژی عمومی انسان ۱۰۷
کابل طبی 

 پوهنتون
 امراض یورولوژی ۱۰۸

پوهندوی دوکتور غلام 

 سخی حسنی

کابل طبی 

 پوهنتون

 کمک های اولیه ۱۰۹
پوهاند دوکتور نجیب الله  

 امرخیل

کابل طبی 

 پوهنتون
 امراض نسایی ۱۱۰

محمد پوهندوی ډاکتر 

 حسن فرید
 هرات

 خوست پوهاند دوکتور بری صدیقی امبریولوژی ۱۱۲ خوست بری صدیقیپوهاند داکتر  هستالوژیطبي  ۱۱۱

۱۱۳ 

انستیزی برای رهنمای 

 ،کشورهای رو به انکشاف

 لد اولج

 دانیل دی موس
کابل طبی 

 پوهنتون
 جراحی يعموم ۱۱۴

داکترگل سیما ابراهیم 

 يخیل قادر 
 خوست

۱۱۵ 

انستیزی برای رهنمای 

 ،کشورهای رو به انکشاف

 جلد دوم

 دانیل دی موس
کابل طبی 

 پوهنتون
۱۱۶ 

 د ،کیمیا يعضو 

 برخه الیفاتیک

ګل حسن دوکتور دوی پوهن

 ولیزی
 خوست

 ۱۱۸ ننګرهار بشیر دودیالمحمد  اندپوه احصاییه  ۱۱۷
د کوچنیانو خوار 

 يځواک

پوهندوی ډاکتر سمیع الله 

 حیات
 ننګرهار

۱۱۹ 
کلاسیک او مالکیولی 

 جنتیک
 ۱۲۰ ننګرهار دوکتور  محمد صابر

تصويرې يا تر سيمې 

 و ګرافيیډرا

پوهنوال ډاکتر غلام سخی 

 رحمانزی
 ننګرهار

۱۲۱ 
ړنې پیښې او د ید داخلې ب

 څارنهبحران 

پوهنوال ډاکتر حفیظ الله 

 اپریدی
 اورتوپیدی ۱۲۲ ننګرهار

 پوهندوی ډاکتر سید شال

 سیدی
 ننګرهار

۱۲۳ 
 اساسات او د عامی روغتیا

 اداره

پوهنمل ډاکتر محمد عارف 

 رحمانی
 لوژياترمین يطب ۱۲۴ ننګرهار

دوکتور ګل سیما ابراهیم 

 خیل قادری
 ننګرهار

 هلمنتولوژي ۱۲۵
سید رفیع الله  ډاکتر  اندپوه

 حلیم
 وراثت او ډسمورفولوژي ۱۲۶ ننګرهار

پوهنمل ډاکتر مسیح الله 

 مسیح
 ننګرهار

۱۲۷ 
 ېد بیړنیو پیښو د درملن

 )انگلیسی( لارښود
 ۱۲۸ ننګرهار پوهنوال ډاکتر ایمل شیرزی

انو د ماشوم وزیږیدل ود نوی

  ستونزو اهتمامات

وهندوی ډاکتر ناصر خان پ

 والکام
 ننګرهار

 يد سیستمونو پتالوژ  ۱۲۹
ډاکتر خلیل احمد  والپوهن

 لبهسودوا
 ۱۳۰ ننګرهار

ې نری په ماشومانو ک

 رنځ

ډاکتر حقیق الله پوهنمل 

 چاردیوال
 ننګرهار

۱۳۱ 
ي عصب يد اتونوم او مرکز 

 يفارمکولوژ  ونو سیستم
 ۱۳۲ ننګرهار ډاکتر غلام ربی بهسودوال

د ننګرهار طب پوهنځی 

نصاب او درسی مفردات 

 ګلیسی()ان

 ننګرهار ننګرهار طب پوهنځی

۱۳۳ 
د درملو د استعمال عملی 

 ښتو(پ /د )انگلیسیلارښو 

ډاکتر مالټې ایل وان 

 بلومرودر
 عمومي کیمیا ۱۳۴ ننګرهار

پوهاند دوکتور خیرمحمد 

 ماموند
 ننګرهار

۱۳۵ 
مفاصل او  ،)هډوکیIاناټومي

 (تعضلا 

پوهنمل ډاکتر محمد ناصر 

 نصرتی
 ټوکدوهم  ،کولوژیفارم ۱۳۶ ننګرهار

پوهنوال داکتر سید قمبر 

 علی حیدری
 ننګرهار

۱۳۷ 
حاد اپندیسا یتیس، تشخیص، 

 ياختلاطات او تداو 

پرفیسور دوکتور محمد 

 شریف سروری
 اناتومي د جهازاتو ۱۳۸ خوست

پوهنوال ډاکتر محمد 

 حسین یار
 ننګرهار

 امبریولوژي ۱۳۹
پوهنوال ډاکتر محمد حسین 

 یار
 ۱۴۰ ننګرهار

 ټومی دریم جلدانا

سیستم، حواس  يعصب

 او اندوکراین غدوات

ناصر  محمد داکترپوهنمل 

 نصرتی
 ننګرهار

 امبریولوژی يطب ۱۴۱
ناصر محمد داکتر پوهنمل 

 نصرتی
 ۱۴۲ ننګرهار

د ماشومانو د ناروغیو 

 عملي لارښود

 )انګلیسي(

وان -ال داکتر مالټی

 بلومرودر
 ننګرهار

۱۴۳ 
 عامو ستونځو عملي يد طب

 )انګلیسي( لارښود

وان -ال داکتر مالټی

 بلومرودر
 ۱۴۴ ننګرهار

د رواني روغتیایي 

 ستونځو عملي لارښود

 )انګلیسي(

 ننګرهار سیان نیکولاس

۱۴۵ 
نشه یي توکي او اړونده 

 ناروغۍ

ډاکټر محمد سمین 

 ستانکزی
 د شحمیاتو استقلاب ۱۴۶ ننګرهار

دوکتور محمدم عظیم 

 عظیمی
 ننګرهار

  يجراح يعصب ۱۴۷
پوهندوی داکتر عبدالبصیر 

 منگل
 ۱۴۸ ننګرهار

سرطان او د چاپیریال رادیو 

 ياکټیویټ

پوهنوال  ډاکتر نظر محمد  

 سلطانزی ځدران
 ننګرهار

 ۱۵۰ ننګرهار داکتر سید ملیار سادات ېبیړنۍ طبی درملن ۱۴۹
سیستم  د تنفسي

 يفزیولوژ 
 ننګرهار دوکتور احسان الله احسان

 ينیونتولوژ  ۱۵۱
داکتر عبدالستار پوهنوال 

 نیازی
 ننګرهار پوهنمل داکتر بلال پاینده ناروغی يعصب ۱۵۲ ننګرهار



  

 (ECG)د زړه برقي ګراف  ۱۵۳
رنځوروال ډاکټر سید عبدالله 

 سادات
 الټراسونډ ۱۵۴ ننګرهار

ډاکټر محمد یونس 

 سلطاني
 ننګرهار

 ننګرهار ناصر جبارخیلعبدالداکتر  تشخیص يیکفز ۱۵۶ ننګرهار ډاکتر محمد نعیم همدرد د شکرې ناروغي ۱۵۵

  آزموینېتلویزیوني ۱۵۷
پوهندوی داکتر نجیب الله 

 خلیلي
 ۱۵۸ ننګرهار

د هضمي سیستم 

 اناتومي

پوهنمل دکتور محمد ناصر 

 نصرتی
 ننګرهار

۱۵۹ 
 تناسلي سیستمو وليبد 

 اناتومي

پوهنمل دکتور محمد ناصر 

 نصرتی
 ۱۶۰ ننګرهار

د رګونو د زړه او د وینی 

 اناټومی

پوهنمل دکتور محمد ناصر 

 نصرتی
 ننګرهار

 يجراح يعصب ۱۶۱
پوهندوی دوکتور فضل 

 الرحیم شګیوال
 ننګرهار ه بنایینتښپپوهنیار  بیوفیزیک ۱۶۲ ننګرهار

۱۶۳ 

د کوچنیانو نارغی د پنځم 

لومړی سمیستر د  ټولګۍ

 لپاره 

داکتر عبدالستار  اندپوه

 نیازی
 ۱۶۴ ننګرهار

انو د جهازاتو د کوچني

  I معمولې ناروغۍ

داکتر عبدالستار  اندپوه

 نیازی
 ننګرهار

۱۶۵ 
د کوچنيانو د جهازاتو 

 II  معمولې ناروغۍ

داکتر عبدالستار  اندپوه

 نیازی
 ناروغی انتاني ۱۶۶ ننګرهار

پوهنوال داکتر حفیظ الله 

 اپریدی
 ننګرهار

۱۶۷ 
او  زړه، رګونواندوکراین،  د

 يښتورګو فزیوژ پ

احسان الله  اکتردنوال پوه

 احسان
 د جراحی انکال ۱۶۸ ننګرهار

رنځوریار داکټر عجب ګل 

 مومند
 ننګرهار

۱۶۹ 
د ځیګر ویروسی التهاب 

 (طبی تشخیص او درملنه)

دوکتور محمد اسحاق 

 شریفی
 ملاریا ۱۷۰ ننګرهار

دوکتور محمد اسحاق 

 شریفی
 ننګرهار

 طبي پرازیتولوژي ۱۷۱
پوهنوال دوکتور غلام 

 لاني وليجی
 وراثت ۱۷۲ ننګرهار

پوهنوال دوکتور ګل سالم 

 شرافت
 ننګرهار

۱۷۳ 
لومړی  د کوچنیانو ناروغۍ

 ټوک

پوهاند دوکتور احمد سیر 

 احمدی
 ۱۷۴ ننګرهار

 د  کوچنیانو ناروغۍ

 دوهم ټوک

پوهاند دوکتور احمد سیر 

 احمدی
 ننګرهار

 ۱۷۶ ننګرهار داکتر بلال پاینده عقلی ناروغۍ ۱۷۵
 کیمیا دوهم يفزیک

 ترمودینامیک، جلد
 ننګرهار حبیب الله نوابزاده

 ۱۷۸ ننګرهار پوهندوی سید بها کریمي ېخلعاو کسرونه  ۱۷۷
 يسار  کوچنیانود 

 ۍناروغ

پوهندوی دوکتور نجیب 

 الله امین
 ننګرهار

 نسایي ناروغۍ ۱۷۹
پوهندوی دوکتورس تورپیکې 

 اپریدی
 ۱۸۰ ننګرهار

د ګیډی د ملحقاتو د 

 يناروغ يجراح

پوهنوال دوکتور بادشاه زار 

 عبدالی
 خوست

۱۸۱ 
 يمعای ېد ماشومانو د معد

 ناروغی ېسیستم او ین

پوهنمل ډاکتر ولی ګل 

 مخلص
 ۱۸۲ خوست

پتالوژی  د سیستمونو

 دیمه برخه

پوهاند دوکتور خلیل احمد 

 بهسودوال 
 ننګرهار

 د سیستمونو هستالوژی  ۱۸۳
پوهاند دوکتور خلیل احمد 

 ل بهسودوا
 ۍناروغ يد پوستک ۱۸۴ ننګرهار

پوهنوال ډاکټر سید انور 

 اکبري
 ننګرهار

 ۱۸۶ ننګرهار  يپوهنیار دوکتور یما صدیق يومټټټر اناد  ۱۸۵
رهنمای عملی مشکلات 

 )دری( عام طبی

ډاکتر مالټې ایل وان 

 بلومرودر
 بلخ

 عمومي هستالوژی ۱۸۷
پوهاند دوکتور خلیل احمد 

 بهسودوال 
 ۱۸۸ ننګرهار

رادیولوژی ازموینی او 

 ېناروغتیاو 

پوهنوال داکتر غلام سخی 

 رحمانزی 
 ننګرهار

۱۸۹ 
د  د نیونتالوژی او کوچنیانو

 بوکډناروغیو کلینیکی هن

پوهنوال دوکتور منصور اسلم 

 زی 
 ننګرهار پوهاند عبدالحی مومنی  د طبابت لنډ تاریخ ۱۹۰ ننګرهار

 ننګرهار هدایت الله نیارپوه د برق فزیک ۱۹۲ ننګرهار یت اللههدا نیارپوه میخانیک او د نور فزیک ۱۹۱

 ۱۹۴ ننګرهار پوهنمل جماعت خان همت يعمومي بیولوژ  ۱۹۳
د تنفسی سیستم او د 

 زړه روماتیزمل ناروغۍ

پوهاند دوکتور سیف الله 

 هادي
 ننګرهار

 دریم ټوک ،فارمکولوژی ۱۹۵
پوهنوال سید قمبر علي 

 حیدري
 يپتالوژ  عمومی ۱۹۶ ننګرهار

پوهندوی دوکتور محمد 

 آصف
 ننګرهار

 ۱۹۸ ننګرهار پوهاند شریف الله نعمان طبي فزیولوژی ۱۹۷
د پلاستیک جراحی 

 اساسات او تخنیکونه
 ننګرهار داکتر الفت هاشمی

 ۲۰۰ ننګرهار پوهندوی الفت شیرزی عمومی بیولوژی ۱۹۹
د عصبي سیستم 

 اناټومي
 ارننګره  يپوهنیار دوکتور یما صدیق

۲۰۱ 
د سینې سرطان، پېژندنه، 

 درملنه او مخنیوی

پوهنوال ډاکتر نظر محمد 

 سلطانزی ځدران
 ۲۰۲ ننګرهار

د وینې حجرو، تنفي 

جهاز، هضمي جهاز، او 

 نوو زېږېدلو فزیولوژي

پوهنوال دوکتور جنت میر 

 مومند
 ننګرهار

۲۰۳ 
د سینې بطن او حوصلې 

 اناټومي

پوهندوی ډاکتر حمیدالله 

 حامد
 ۲۰۴ ستخو 

فزیکي تشخیص او د 

 تاریخچې اخستنه
 ننګرهار پوهاند ډاکتر شریف الله 



  

۲۰۵ 

د ځانګړو حسیتونو، 

پوستکي، اوتونومیک او 

 مرکزي سېستم فزیولوژي

پوهنوال دوکتور محب الله 

 شینواری
 د درملو بدی اغیزی ۲۰۶ ننګرهار

پوهنوال سید قمبر علی  
 حیدری

 ننګرهار

 جراحی عمومی اطفال ۲۰۷
پوهنیار داکتر توریالی 

 حکیمی

کابل طبی 

 پوهنتون
۲۰۸ 

معاینات کلینیکی اطفال 

 بطور ساده

پوهندوی دوکتور سید نجم 

 الدین جلال 

کابل طبی 

 پوهنتون

۲۰۹ 

طبي کتابونه په دی  ۱۴۰

وی دی کې )پښتو، دري او 

 انګلیسی(

 بېلا بېل مؤلفین  
ټول 

 پوهنتونونه
۲۱۰ 

طبي کتابونه په  ۲۱۴

ی کې )پښتو، دی وی د

 دري او انګلیسی(

 بېلا بېل مؤلفین  
ټول 

 پوهنتونونه

۲۱۱ 
عصبي معاینات او 

 سلوکپوهنه

پوهنوال داکتر جهان شاه 

 تڼی
 عصبي جراحي ۲۱۲ خوست

پوهاند دوکتور بادشاه  زار 

 عبدالي
 خوست

 د عامو کسرونو ټړلې درملنه ۲۱۳
پوهندوی دوکتور ظاهر ګل 

 منګل
 ننګرهار داکتر حیات الله احمدزی غۍد ویني نارو  ۲۱۴ خوست

۲۱۵ 
د داخله ناروغیو تفریقی 

 لومړی برخه تشخیص

پوهاند دوکتور سیف الله 

 هادی
 ۲۱۶ ننګرهار

د داخله ناروغیو تفریقی 

 دهمه برخه تشخیص

پوهاند دوکتور سیف الله 

 هادی
 ننګرهار

 امینو فارمکولوژي ۲۱۷
پوهنوال دوکتور غلام ربی 

 بهسودوال 
 ۲۱۸ رننګرها

د ماشومانو تنفسي، 

زړه، وینې او پښتورګو 

 ناروغی

پوهاند داکتر نجیب الله 

 امین
 ننګرهار

۲۱۹ 
ي، تشخیصیه رادیولوژ 

 دوهمه برخه، سینه یا صدر
 ننګرهار پوهنیار هدایت الله مهمند  طبی فزیک  ۲۲۰ ننګرهار دوکتور نور محمد شینواری

 رادیولوژي ۲۲۱
پوهنوال داکتر سید عارف 

 اړوی
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Publishing Textbooks 

 

Honorable lecturers and dear students! 

The lack of quality textbooks in the universities of Afghanistan is a serious 

issue, which is repeatedly challenging students and teachers alike. To 

tackle this issue, we have initiated the process of providing textbooks to 

the students of medicine. For this reason, we have published 289 different 

textbooks of Medicine, Engineering, Science, Economics, Journalism and 

Agriculture (96 medical textbooks funded by German Academic Exchange 

Service, 170 medical and non-medical textbooks funded by German Aid 

for Afghan Children, 7 textbooks funded by German-Afghan University 

Society, 2 textbooks funded by Consulate General of the Federal Republic 

of Germany, Mazar-e Sharif, 3 textbooks funded by Afghanistan-Schulen, 

1 textbook funded by SlovakAid, 1 textbook funded by SAFI Foundation 

and 8 textbooks funded by Konrad Adenauer Stiftung) from Nangarhar, 

Khost, Kandahar, Herat, Balkh, Al-Beroni, Kabul, Kabul Polytechnic and 

Kabul Medical universities. The book you are holding in your hands is a 

sample of a printed textbook. It should be mentioned that all these books 

have been distributed among all Afghan universities and many other 

institutions and organizations for free. All the published textbooks can be 

downloaded from www.ecampus-afghanistan.org. 
 

The Afghan National Higher Education Strategy (2010-2014) states: 

“Funds will be made available to encourage the writing and publication of 

textbooks in Dari and Pashto. Especially in priority areas, to improve the 

quality of teaching and learning and give students access to state–of–the–

art information. In the meantime, translation of English language 

textbooks and journals into Dari and Pashto is a major challenge for 

curriculum reform. Without this facility it would not be possible for 

university students and faculty to access modern developments as 

knowledge in all disciplines accumulates at a rapid and exponential pace, 

in particular this is a huge obstacle for establishing a research culture. The 

Ministry of Higher Education together with the universities will examine 

strategies to overcome this deficit ”. 

We would like to continue this project and to end the method of manual 

notes and papers. Based on the request of higher education institutions, 

there is the need to publish about 100 different textbooks each year.  
 



I would like to ask all the lecturers to write new textbooks, translate 

or revise their lecture notes or written books and share them with us 

to be published. We will ensure quality composition, printing and 

distribution to Afghan universities free of charge. I would like the 

students to encourage and assist their lecturers in this regard. We 

welcome any recommendations and suggestions for improvement. 
 

It is worth mentioning that the authors and publishers tried to prepare the 

books according to the international standards, but if there is any problem 

in the book, we kindly request the readers to send their comments to us 

or the authors in order to be corrected for future revised editions. 

We are very thankful to Kinderhilfe-Afghanistan (German Aid for Afghan 

Children) and its director Dr. Eroes, who has provided fund for this book. 

We would also like to mention that he has provided funds for 170 medical 

and non-medical textbooks so far. 

I am especially grateful to GIZ (German Society for International 

Cooperation) and CIM (Centre for International Migration & 

Development) for providing working opportunities for me from 2010 to 

2016 in Afghanistan. 

In our ministry, I would like to cordially thank Minister of Higher Education 

Dr. Najibullah K. Omary (PhD), Academic Deputy Minister Prof Abdul 

Tawab Balakarzai, Administrative & Financial Deputy Minister Prof Dr. 

Ahmad Seyer Mahjoor (PhD), Administrative & Financial Director Ahmad 

Tariq Sediqi, Advisor at Ministry of Higher Education Dr. Gul Rahim Safi, 

Chancellor of Universities, Deans of faculties, and lecturers for their 

continuous cooperation and support for this project . 

I am also thankful to all those lecturers who encouraged us and gave us all 

these books to be published and distributed all over Afghanistan. Finally I 

would like to express my appreciation for the efforts of my colleagues 

Hekmatullah Aziz and Fahim Habibi in the office for publishing books. 
 

Dr Yahya Wardak 

Advisor at the Ministry of Higher Education 

Kabul, Afghanistan, April, 2019 

Office: 0756014640 

Email: textbooks@afghanic.de 



 

 

Message from the Ministry of Higher Education 
 

In history, books have played a very important role 

in gaining, keeping and spreading knowledge and 

science, and they are the fundamental units of 

educational curriculum which can also play an 

effective role in improving the quality of higher 

education. Therefore, keeping in mind the needs of the society and 

today’s requirements and based on educational standards, new 

learning materials and textbooks should be provided and 

published for the students. 

I appreciate the efforts of the lecturers and authors, and I am very 

thankful to those who have worked for many years and have 

written or translated textbooks in their fields. They have offered 

their national duty, and they have motivated the motor of 

improvement. 

I also warmly welcome more lecturers to prepare and publish 

textbooks in their respective fields so that, after publication, they 

should be distributed among the students to take full advantage of 

them. This will be a good step in the improvement of the quality of 

higher education and educational process. 

The Ministry of Higher Education has the responsibility to make 

available new and standard learning materials in different fields in 

order to better educate our students. 

Finally I am very grateful to German Aid for Afghan Children and 

our colleague Dr. Yahya Wardak that have provided opportunities 

for publishing this book. 

I am hopeful that this project should be continued and increased 

in order to have at least one standard textbook for each subject, in 

the near future.  
 

Sincerely, 

Dr. Najibullah K. Omary (PhD) 

Minister of Higher Education 

Kabul, 2019 
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