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Zonal Necrosis:
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) ¥y from central to portal asJl § giton pud |“g ‘hypoxia 4o Law CVCJI
a8 oSy sl Logy b ‘poftal to central Sfrom portal to central
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AT JMs ©gaw olisll acute atrophy of severe dowl goi du8
Subacute Necrosis:
2uluwl JY5 @igaw ol subacute dowl goi du8

liver necrosis is the J| disease _iw liver necrosisl| This is liver necrosis
hepatitis)| Logas-¢ common finding in many liver diseases
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VIRAL HEPATITIS

category A ac lguS| viral hepatitis)l of acute viral hepatitis!|

J8 Lo dio cgig0 grall wusUl 1808 Iglgdy I9ilS ausll jai3a 451§ viral hepatitis)|
& Ol L g 53075 lgal dy el il sy o i) clae g,
Dilharziasis!l ;S yas ;Si5 leaic 8 @lysdl & s3grg0 ovall lidl cslagll
snailll (¥ of Sad dago Liudus bilharziasis!l 5,53l a5all & créyle Il oo
19180 (B3I Lyl e g isad T somoll dlgadl Uis ¢ giiumy s L
uziy hepatitis)l olg ywseis bilharziasis!l ol yaige ;57 4 loloda

Aetiology:
Sviral hepatitis 4| _iss

Shepatitis viruses!| Lals chepatitis virusib Jaass JUI oo viral hepatituisJI
Josiol Ggus «yusS Glrly & 80 acly aetiologyll lgSuic lg8Min lgisans of

b Sa0 198alad Ul Joasdl «! (8 19S0lad U1 Joaxd! ¢ jiseo Joam Blyalsdllia
T dasd! 0 § oSl i oy ySin dushrul g viruses!l oY Sos Jousdl Josi 4
Joaol SJgandl apl «Jound dlamin 83 AMSII (15 105 e lghdl> g 33 o
o8] dowsl =i axlg JS S A, B, C, D, E law grllae lgiil JUI slusg pall caid
84S a9 mode of transmission| sas a=yg incubation pefiod.l FXCREIPPT)|
Ayl Slgude plSiia point Al dwas- laa (bles L&y lgaal ceffects)]

Virus Old name | Incubation | Mode of Effects
period trans.

A Infectious | 2-6 weeks | Feco-oral Acute/
hepatitis fulminant

B Serum 2-6 months Serum/ Acute/
hepatitis sexual fulminant/

chronic/
cirrhosis/

carrier/
carcinoma
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C Non-A 2-6 years Serum Acute/
Non-B fulminant/
chronic/
cirrhosis/
carrier/
carcinoma

D (Defective - 2-6 months Serum chronic/
virus) cirrhosis/

carrier/
carcinoma

E _ 2-6 weeks | Feco- oral Acute/
fulminant

Old Names:

S0l Ggle JST lpdl @sub e Jatiy 4l 1gd) o Jo¥I § adlius] @ JJlvirus Jol
«infectious hepatitis dicawn I3l A w saeilKe QLQ}Q feco-oral

Sl of gamd Lisy Sayl isy infectious

serum diwown lg>y serumll @i yb e Joiy (g U virus lgaius| sas asy
ixl> oo B ¥y A (bigaws 4wl hepatitis

non-A diaws lg>39 B e (g serumll gliy bhddlly g axlg lgadus] suS asy
.non-A non-B dawl yl8 Cll ¢liy @yad]| awsdl 09 non-B

defective 4i¥ on top of B aj¥ sag) Giumus G Gwgné 190daS] 808 asy o

" D dyain lllas

&I D dowl @il Jlg C dowl cdWly B aawl [ildlg A dowl Jo¥I Lau oM5 198
028 pual @l Gtiglo
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@338 pwl (hgle DI

0168 LaJoin 245l &> 3 & All 55 wasd wigl] & %8 § 835 sy g2
Sale By Joo Ellg All Jira dle gy Ellg Al oY SE L& ad E duowin (o5
XDLﬂJ")mzl.l.c&égpan‘a.@.Lébgd_j

Incubation period:.
r0a-oll § @8 (SJg W T (o eolS meué incubation period)!
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.2-6 weeks ;0 Al
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BJI sj 2-6 months o DJI
All g3 2-6 weeks o Ell

Mode of transmission:

Ainfectious sgaw 84S ylide feco-oral Sglil Jaiin All

ol serum/| of contaminated blood &b e Jdiw serum dawl SBII Jlol

M il of contaminated surgical equipment of blood component!|
dental JI ol cr®Msdl wic Lulgadl razorlly Jaiis of renal haemodialysis e

g sexual Jéuwg (ol sull ol body secretion lg x> @T (instruments

.secretions)! § sg>g0 g oY b glg.ii JS s trans-placental

san § e oY sexual Jaiy 4l dledi Linddio yas & lsie oSJg bl 4 CJl
srall cmidl 0 60% o ST affecty eliyds Cllg Cll ga Virus goi el

2519 392l axly & ¥ padlhi oy o (b (gl Cusxins sexual Jaiiy Wb of JWLs
peslios Sl Sl uSlly Tl emnll (lgilhd gass Glsin C lasis
serumJb Jaiio Sal Jaiw Jlof sexual Jaiw yin Gl ol Jodis man & has

BII 65 bl o8 6 10 § Liie Si3smalé o g eonld

SETUM 9.8y = iy «ON tOP Of B aesn 4i¥ Bl 5 (omat «89>9) (stuzmpo D
feco-oral Sayly Jaiiy Sale Bgy> il ivo AJl g5 EJI

effects]] dxl> 51

1459 olye¥l Gaie Jaxiy hepatitis)] @ilugpé «a 1958y

fulminant of acute Jasilol i @

acute «— acute

dglo «— fulminant

s chronic 3y »3¥ DIl ¥ DIl lacls eglS Sfulminant!lg acutel! Josy oo
fulminant ¢ acute Jasy

Carrier/ Chronic/ Joss iz {C} Jos @l iy {C} Jost pasd o oI @
I$4>l> pald a> Cllg BJI Cirrhosis/ Carcinoma

fulminant g acute lglas IC O > g0 Ellg Al
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Jos JS <D on top of Bl o Cllg BII SC pasé I e {C} lalasy C pgsd I o)
S8aS e (nddin chronic/ cirrhosis/ carrier/ carcinoma lglasy

Clinico-Pathological Effects:
Clinico- lgaw! dxl> 4] Joasi ol cdss of oSt Sluwg )] Gaie ¥
e Ul geslall g8 a ¥ Pathological Effect

DJI o3 DIl laelo pelS Sgand! (1o acute Joaszy M1 (ue cacute Jasi dxl> Jol
.chronic >0 DIl on top of B

25 Joazdl Sz > eanls « Joandl o etiologyll G a3 gadell clls of Lol
hepatitis o590 &l (§ by Sin dralrul

.al> DIl T lac Lo fulminant lslasy eglS Sfulminant Jasy oo

.C ingasdo Ellg All (¥ Ellg All lacls aIS ISchronicllg carrier Josy cgsd oo

ACUTE VIRAL HEPATITIS

oloy gauug ¢, category A ade 19uS| (Aya Joi <blsa lgay (7 xidl Tasin
g3l Gladll of autumn hepatitis sgawy oo lsilS <autumn hepatitis
lgiwol 161SIS (510 acute viral hepatitis)| of autumn hepatitis)l (aJ & =ing
acute viral JI ol autumn hepatitisily « J&bYl 5,80 yas § laic dgauwg 4y
Juumlly cfat g dasd GislSliog digsSag oiyeg Jue glisll lgay 43 hepatitis

Aetiology:

DJl lacle pglS Sacutel! Jasy (o aetiologyll cacute viral hepatitis]|

Jadin axlg JS o8 UasT b Joad! 9808 lguiSia guy (oS o (A, B, G, E) isy
......... g incubation period g mode of transmissionJ!

Jasy Sl g All (All ga acute Josi @l pan § Unic il yail oo
Jadgiin Lo o) dosd ‘:gi sigle 809 acutel!

aetiologyll ¢l of 60 Jlgud! Sdxl> (roald Lia wily Joa/l aetiologyl| asy
o cailxys 0y elljiy aetiology of acute viral hepatitis (aaS Jjiw (us delis
causative organism- mode of transmission- <usi »3¥ aetiologyll ¢

Al dxl> jgdl oS (Joaxdl § 4151 I gog predisposing factors
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Pathology
Gross:

st oSwg Sl e g grossly oIl g oIl Jis lo cacute viral hepatitis JI
3831 g yuS 9 ol 1orials dic

brownish la (w yellow L&y o954l bile JI (is enlarged and bile stained
0 Ui dygds

. &3 o yuS liver is enlarged and bile stained J!

- o 1938y LgSwg Sull lollelha Jgo uialddl (o
Microscopy:

9 S Law 4l clgd Ul grossly (acute viral hepatitis &> a5 lgSalad U1 go
4! « Hepatocyte § o laicdslis laiil U1 ol « GaSagSull e oY Sad pasi

19 lgace> 3 19y

«H,0 45440 Hepatocyte J| Hepatocyte shows hydropic degeneration
JWLe ATP § 4yl ellgiuy o ddsdl (8 ¢ (8 iusey oyl 1S ad Oz 0>
H,0Jl hady o J5a pgs3eaJ6 35 Na™-ATP pumpl|

ol el d>l> Jof g39 Hepatocyte show ballooning degeneration J| Ligd
.enlarged 4y oI

lg=84% § L8 (19 (liver cell necrosis a9 | IgdMia Igad lgis of lgiil tdxl> U
39Sy Lo asyl ¥ S Limadsl §Las 4 (central zone JI L8!S ;4 necrosis JI Igdg.
s G515 8 Jo¥1 L8 905 I o JUI ALLI5 Lgud I ATP Il dus (O, Jl e
¥ g acidic gy . 1 1S s5ai ¥ g x5 adsd! JidF coie oY ¢ 1 oIl ol aeluy
Alkaline !§ alkaline

Jl x> eal oI cunicellular or focal adM Saw « fST Sl aclung 838 (cipS
acidophilic g shrunken & hepatocyte JI jass s8] centrizonal necrosis
Councilman JI ¢ & S 808 J8 g0 laluas Councilman bodies lagaw lgiclug
Ui « 52038 apoptosis o) Jass LI A=y capoptosis ¥] Lals bodies

1T uleS 4

liawld &SI G lg> 30 Gwopé oa disease )] Lidgls 9o «4ui¥eYl ygall )i
1o zvo immunity Jl

JI o « inflammation L4 hepatic lobule JI ¢ portal tract JI 33

facute viral infection JI ¢ gllhis Ul inflammatory cell
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lymphocyte, plasma cell and _aua lia ¢l ¥ ¢neutrophil J!
093031 § el 9 @l lolasy 0Tl g2 Igl5-0 o Jgo g macrophage

¥ ] CoSug Sl s L yrud yuS dalS 928 5e
.Hydropic degeneration JI -

.necrosis J| -f

dg>g0 Ml inflammation JI -¥

0K Sdogadn

sl ad cub

aole lgsil normally «ilagdy=ils loiil Ladoiwg)l L8 dxl> L8 Ldde go pasi

I e W oS esinusoid agaww ls 808 hepatocyte cords JI oy Ul space )|

I s ¥ thile canaliculus agowws 80 cord)l s 9 lewis Mg hepatocyte
bile JI o giwy oS asy Ml canaliculus JI 9 dwoys g“bile JI J.A&J hepatocyte

tax> eald 7,5y lide portal tract JI 4>U 7o canaliculi

xS § al las hydropic degeneration JI coww oI LS 1aS 6 il b cub
Z3 Gy=ua bile )| JLJ (obstruction § 4l lg) Jasa bile canaliculilJl Lagy
i i) pigment culis as (bile JI s gof <hepatocyte JI ags (iigicd « 318
stasis JI g bile _i=s chole (this is cholestasis thepatocyte JI lg> dwgio
Jetention _isy

$ s bile Sl Gie i grossly Law sl of ge Jotwdl 98 cholestasis JI
canaliculiJl coasad ¢spS hepatoéytes JI oY 1S cholestasis Jas ad cub
oIl @l 1980L Igls- microscopic picture JI 9 4> ‘mi alg bile JI Jigilo
.1 mechanism s a3 g 3 mechanisms s yuS o

ToleS a4l

Sintact or disturbed — frame work JI lia paslis lgiil o g dalS p.:J

095y b usyi central zone JI 8 aASidl oY 1S 4 Gy=y o> completely intact
frame work JI ;¢

88 s pigment &g JSU o von kupffer cells U 55 dygds aud 33 (Sas

- dos8 gl liglo

acute viral JI ( [;aa)l acute viral hepatitis Loy I (ol oS olie

19 deasey Ul ayl ¢ Gugladl Joso &l lo oY v 4 19w (0 Byga.diue hepatitis
1ol Jlsll Lol oo laisley cond cadl b lalss 5ucld L i Lol cidl of ol
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S ‘o.e,J"L@AT 9 "O.QJLQJT Lo § laS zo il b wl o 1odSL |gid.g.1.} Lozl g guslaall
Sigli saue wic lg>g 58 Cauy3dl 9§ il aililasdl g pulall lgdsay Las ol
3: |94&.§9

o cowlall lalsy lalaws Justl olide autumn ls acute viral hepatitis J|
vomiting , nausea, saic Ly law malel 1: 7 o duyall Josa asy 83 alg)l

zly o) yoiSall 805G g ol aule 3145 4alé tender liver suic Layg «jaay o fever
o islbl JS Lelady latelus § Sy Lo ¥ g Ayl LSy Lgielio pady priows 1935
ybégdimﬁgwﬁmﬁeﬁgaﬂew%ﬁtﬁl clipas
ol micturatey o U agds g of lelodi Saygal (basly Lo glil Lisy § @l Jods A¥16
o Glos] Givase glide (oS aayl Juusy defecatey

Jeue ¥ g sgul Jue b Svirus Jl uai antibodies 4o Juws!l ga § a5 44

. oi0 9 Juc « simple carbohydrate 4i¥ ¢ sgwl $ ALl

protein Jl g fat JI ye a=d lgil 89S0 adlriy I S acute viral hepatitisJI 9
metabolism of JI ¥ § 4 « aSIl pusi olitle S digySo g Liso o Juue alST g

ATP JI ellgiwis &90Y1 o g0l Uigasaile o «yuS ATP clgiuw fat and protein
19 dxl> pals u>

Josy 2ais (lodsy au losbay M JbY (0 95% ¢ This acute viral hepatitis
oSae o5 o (framework!] e suss 458 ¥ ¢ cirrhosis Jasy zai § cirrhosis
sfulminant J 4! « fulminant awl 4o

FULMINANT VIRAL HEPATITIS

.cat B lgde lgus| 3,5Soly fulminant hepatitis JI

Aetiology

HAV Cows %) 50 81 L8 o « cdglll Ulgd¥l « fulminant hepatitis JI
et lgoesy @Bl Guw goalll o V oo J81 98 o i <% (0 J8I 0 Jue sy
Y% 0: T o axlgagi Cllg % € @) aga> oo 8w Bl ol

oSI % ¥ o ol L8 dlasy E I ¢ eaald auST lgiil leds dlasy isails D JI
EJl Lol Jlol « bdally Al g5 i el 2o Igigay %T8 g %0. Jol> Cow 18 ax of
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Ogdiila § paiy 48,01 @yl o TCigay

al iz« cdale (I g acute dlsy a1y § al Lisy Fulminant hepatitis JI
NoSggmsdslay I il plgic lia g die within days Lisy § cdgle

el xé 1ol saue wie (o ilidgain 1ol8T Guylall lals-s Ll Jof cru pall piso
sa00ll o WYl e Liyaho padmy 4ib 9 130 o Juue 19181 dalell aa)]
i

a> o) wrsall Jusdl L8 dxls Gidasus I 6o viral hepatitis JI ] IS alidl
Ao Josua puS oy (9

Jilol (1o =lhy agizee b 448 g Bagizes A aid 1 ylo )l @uad 8 (S
L1 8 laiumiy lgmmgn W J510¥1 ¢y 85l dolg agil 68 Wall o] pais &,4)1dsdu)]
goaxa 9o gyliedl goaxl Sg)licl ggammo 4yl Limy 1995 gsluiedl gaandly lgimiy

o aay dyli ciumil g Woll cldus cidd (paasdl Bolo padle WA g (riw Cudl
lail ¢ Lgalal oz @ o gyl dol g 8oyl sads S5 3 o 4al g 2951 aud VI euuid]

Lot il pads

oo 2™ senior | asb aillEiw of guludll cylill 8lag wic Syl elgdy osild)! pall
o o1y 0 1818y Glgidl cculila oy dol g dgil pusd 3 ad (agal § 2" senior I
JST Ia1894s b S0lgill S 918940 « sl sl Gl e 08l (8 oy

- e Gigidgdle § yue lgidgds § cilgd]

888 248y Sglil dlole cilS Lygo lgidgd plhe b il bo Jud Gl o alg Gl
$ gl Jnai o du b M Mal yiic d ¢ &y g dids 4 pasll ¢ pae cl edsa b Jo
ol dlilgd (dSaiSi JB T olaS ail g o cgd dSaaiSs JB § al lgSaic lgiil Iglilgd

sl alilgd § af JB ). jole alidgd oyl JB aSgiil) ddw AlS axloll Jasiy

gl Jacly jlusiwl L&

g ASans 1aS of Llasmy 1S «oM5- o Jseidy o JSly il s dl> iilasey Lo U]
3: feces! go laule loS1g3 Ul LI Lidl cilalodl (L cilsls Lo

1S Gl ¢ daslll o dSediir Llacl dlgdl lagll e (o ( dSgasad! jals]
zosu diloy JS 818 culi L& plaS a0 wlgdl ¢ Lisdi yie Lo sy sl JYS 8 leihnd
s sl &SI L i class b 4ol g oasl 80 loll ey ASaiCt 1ol iic wic
48gy dlwuad g dunjoill o o> Cipdid ool dodi o oS 8131 9 dull dlyud g idgailus
JSl o 2118 ole oblga @l &) dSadskas JST z1y 08 alglld ¢ Lay Laie gj yia «Jyaill
o g dolysr Jseiduw 4¥ 19805 dal g g1l «ya0l 8lgdl 2 1 6 weeks (o lbasy
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oY gol lghuiiB E =lhé Hepatitis marker gdole Ig>138 C pavic padll yile
-l ooy lasy ¢ lodsy o (10 9 Juue IolSly (LSl plisos S EJI

sy g8 cidl g jole of Jubiwll 03U Al (1o yoed T Ud ¢ ail Jody (16ild]]
slawdl Jlac gil8 La (g rare go Gl pgll

Pathology
1- Acute massive necrosis:

Sasl Lisy acute fulminant hepatitis JI ;0 <ilo $ 8 ad Wlo

20 ¢ ddle diclio a1y 8 3o o] ol cuww Jasw acute fulminant J|
9 o lad Joasy g gy iy dclill jlg> >0 hepatocyte J| deliy antigenicity JI
.94)8 apoptosis Jasy ad cllgdla (necrosis i apoptosis lgiy

ol acute yellow atrophy aawl sgi Jol : sl ligy Il 33y grossly ¥
acute . ,aas aigl ( liver is shrunken JI .83y (¥ massive liver necrosis
. Hemorrhage jidrwo g « yellow atrophy

Syl Law necrosis s of asIl (basall « 15 S 42ai ¥ g 55 duds JidS ladic g
induce ;g attack z lymphocyte JI o¥ § «J underweight so I 1S

eCrosis wgile pSaic o apoptosis lguss lacgl uw «dud apoptosis

o¥ «mottled yellow & red (hemorrhage)  yaas « shrunken i liver /|
& most of hepatic cells LI L33 40)S e crudilo Lids LgSuug Sl e
cus JUWL ¢ apoptosis sy 1y 9 i oI necrotic cdy hepatic lobule JI JS
ey liver function JI JWL ¢ rupture of sinusoids

¢ ql Jaxy paw Gzsle

dasy gdly Al Jol =iy Lol ¢3S @il lsd toxification JI glide g0 83 liver Jl
renal lgauww acute tubular necrosis J.a>y (renal failure Jasy o LI
extra paley il jaws affect basal ganglia is o failure shutdown
.pyramidal manifestation

la ol fulminant JI glgil ¢ g0 Jol lo (This is acute yellow atrophy
ad b ¢ S g o s Ui A U1 3 Lo o) o A U1 L3 very rare Jas
Josi 8,25 Lo lapac Josi logad Alld L8 delill ¥ Syidanule pall gl 3
203 AT a8
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ol wissl U E N elissl d4ad ls g «25% dews lged Juasy Jol> cow o EJI 0

0lS Jue 448 9 51 00 los by 19318 pglS ¥ Igilo Jolgan!l iliadl gy wighl (& &,8 i
50% axd 19J18 b au8 oy Jolo=dl (8 EJIY Saus All o5 EJI (9,8l o cubs

liver Jody a> ¢ glil axdlei « e Lisglos die within few days ls l=llo

. Juiws $3San transplantation

$a89ll Laul (Fulminant hepatitis - hepato-renal shutdown

2- Subacute massive necrosis:

AW Gudig Al Gudis oY subacute diowd o within weeks eigay ol (Koo
.this is Fulminant hepatitis « ggl danl> Giw «icly severity J I

CHRONIC HEPATITIS

Ay axdl s oY cat A lgue 1gu8I chronic hepatitis lgaw! 466 dl> 4.8

Aetiology

oo M « chronic viral JI ga chronic hepatitis JI ;o g el yan
A Jllac b dIS Liss <D ontop of BJI g C, B JI Schronic )l Je=i JUI wslug ]l
.C Jiogadlo EJIgA JI (EJl g

Nolasy (io E I g A Jl ol Jodi € (o € (o a Joandl cisTigzyi o

oSJ «chronic viral hepatitis jas 8 baic d>l> jgil g common wilsl> 40
&0 y9a<iw |3 o autoimmune ls chronic hepatitis JI L8y (Koo g0 0y
Antinuclear la,gi 9 Hepatocyte )l uuai autoantibodies «csliwd!

&9 JS anti actin antibody « ant mitochondrial antibody « antibody
- lgogdd (San

laisal oJ viral Jl autoimmune Jl immunosuppressive a5y aa 1oSIb 1gl5-
¢ 4> reald wigas immunosuppressive

ph=o g Hepatotoxic byl 8 giast dgal dd (drugs cuwd! Lauy (Sasg

|8 dic gaw o> isoniazid dewl lgs g (W Ll (o cuselil g &gaYl

dawl G lgs 489 cobsolete &y (oM5-9 TBJI zile (9 pdsciuy

5yuSIl osleyndl Lo ¥ hepatotoxic i (uw paracetamol J| of acetaminophen
e 1 dai as I
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Y49, 0> (alpha methyl dopa JI hepatotoxicJl wlsdl o baie a8
toxemia JI 8 ¥] deasiwy (ias obsolete ( antihypertensive S sasuiuy
.of pregnancy

iz cathartic as lga)l (Oxyphenisatin dawl diw Ve g0 52l lgs 40 5laS al
. severe purgative

JI ;sads 18 Lo «chronic necrosis Jasg 4¥ bl oo =05l Oxyphenisatin J|

¢ 83 8Nl a] ¢ glud¥l 9 LalS mucosa )l bgy 4l mechanism of action

Wl Lidgls chl Lo Lilgdadis Lo hepatotoxic dsgal go JS «cl o L2l

metabolic ga chronic hepatitis Jasy g oI b3 Ld Boy U laS (KLan
¢ 1aS Jb busl i al antitrypsin deficiency g disease
.congenital — Emphysema ¢ respiratory J| ggiwe Je @l Jasy oIS

Wilson’s disease lgawl dxl> (alg> ayjs copper Il ol Gluwdl o (Sang
dalS @yl Lisy ccryptogenic gl ol yuS clls dd oI g «oamy dic il
crypto- saie ¢S Jlia loJady (e ¢ uiuns Lisy Crypt § cryptogenic

iy 8 dusviae A8l duas S @l Lisy orchidism

s cuad! ccww Giigle idiopathic Loty (ub 448 cryptogenic hepatitis Jl
acliy incidence JI ga ¥l g cild I 8580l o 5 saidl 15 8,88 Ll (g me
.l 18yle Uil g juan L8 cryptogenic Giv ai¥ Sad oy ji

o3l 3 el ellim (laale lo@lau o TBe)s 8,18l laglassy I djall el
Liddas] ellody grad ellumy o adde Gyl cyyol bbb o 548 dmal> 8 sy
doryin « Hlo psl sl Oldsed] (1o degacno o d3lue dub Bolo 7 siua

o salsd] gl pall podlosll ol o s o colas b @l o il i 0
(2,18 dxrl> gf g Sl g 80N g bl g AIDS JI zJlss o chronic hepatitis
oday i 0,86 o W1 6 Leledy

Ul oS glide ogsl 8,318 dud cllgdy® Ll b d duiy sloll Jodi 2 du ysll o
s Bolo g0 Wl Lo

Aol 9 Joday (29,all &b Bolo g5 Jody Lol (b padly of of Loyls pediy of el
lgé =25 for example _isy (from plant organ &go¥l ehse luic 19l pas oY
clipas lide (@)g lgud 8y ga cinchonall (pgo (it MU Zde quinine JI
adsi L oo @yoll 1lS ¢ @9 oluS Zlizo Uy Ji&) a5 Ul quinine JI &S glhi
herbal alkaloid 4.6 _dula ls ¥ Squinine has 48 _duls Ja dijlac a5l o
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Ol sl ¢ ol repellant g leeliy metabolism U enzymes S godscii
1S Loyl ple lglac 4 Lon Jli  hepatotoxic ga

uiv ¥ g &> aalé whole plant Gisas-lie g active ingredient JI a3 olide
1S peanls

We are pioneers in chronic viral hepatitis
et @llell § dix> 78| pabliol g0l 298 JS cawl Spioneers o,5Sal al isy
IY]ES gener:altions Jl gao J=8 .C Jl o2 dio goi saiily a0 L viral hepafitis

molecular JI ail yudll dyysuw Lis « v pall Lo sgadlsg sgasedy gl gy
.4.3).@,0:_]9.@| 4y g3gas 0lS leloe Ul genetic study

Lo oSy Ko a9 i LY o cuye Gy =il 1983ia chronic hepatitis JI
Definition

necro- s lgSJb Igls- (chronic necro-inflammatory disease ga

¥y inflammation JI g necrosis JI Ja § o @eay g «go inflammatory

99 eS|

Gy o s ¥ Jo¥l inflammation JI (necrosis JI g« inflammation JI

- ool lgud I GAsJT esgai inflammatory cells JI owid

.Cand B JU Joase baic oo 3 «chronic necro-inflammatory disease ga

.C laie el phamo (¥ BJI 8 C JI s Ul oI Tl

.interface JI Jle s0g>g0 85 changes JI JS 6aS gline

lgd e LS Jolg SSportal uug;:.éjlg inﬂamrr{atory cells JI cumw addl Giso
lelixis antibodies and lymphocyte JI JULs SSperipheral g y!!

“ .peripheral

.portal tract and lobules JI yuls interface J| S sl Lay

chronic interface ¢a Chronic viral hepatitis JJ ¢yasd| gl 808 lice
@0 4zl § oSy lesions JI JS ¥ ¢ interface sgawy 4J l5i8 ¢ .hepatitis
frameworkll ashis g ashill ¢¥ dwas g39

Pathology

:Grossly
¥ glil dole dlis o oIS Ul acute viral hepatitis ! EIRTNE
aasd gl Ghogle gross Jl eas olice mildly enlarged oSy lin oS «paslg yus
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J bl (biopsy ¢slis i clinically ansius acute viral hepatitis !
Chronic viral saic a8 Jodi oylie lgiuslies ad b (biopsy uliea chronic
¢ hepatitis

ol &) JSI e oline

SC or B a0 chronic viral hepatitis J ga -
.suggest i >l (uy clinical pathology JI alseds go «lidseds Gie 39
O boua acliy oIl a0 (sl Lisy Sal ol depwy Chronic viral hepatitis -7
) ) Sl ol
>y llg depudl vy 358 du8g Tl dl>po ¥
dicyw SWlg 100km\h dic s (518 axly rlgws T a8 oIS ol 1oSLils o
10m\h i yos gusgewg 100km\h dic i gigi $ Gkl oSy o 10m\h
il oS - 100km\h Lagb Jodia pals e il o) @l sy
aloll e etz el depll e Ghaaisin

b3 g dig qwgwy ¥ AN 9 Bludl (gl aud IS gigi ellidgd cu
101008 Lo ¥g axl>lgingd «ady pldie Jolid by oSo sia T ayladl
this is the stage, this is the grade.

T gSiwg Sall cuxi chronic viral hepatitis JI 9 il Yo
Ol gy Godin

.very marked Jmild uls 7ol5y inflammation wg.dsia -

iy Jlogl (¥ Sinflammation y¢ (4o viral hepatitis 4.8 Ldy =i

) gl hépatitis

¢ inflammation JI «!

JI LAl 4l addl @1ub (e 19Gugy10 e g ugyid § ugyd 03 Lira

Tuwa sl lig) glhia JUI inflammatory

macrophage — lymphocyte — plasma cells

a6 liag paJl o portal K gao0ll ai¥ portal tract JI gl leas lgie of
macrophage — lymphocyte — plasma cells

very Jmild ;ule by 7ol5iy bile duct epithelium JI 83 wlelu

ld o Joiwia giclws lymphocyte lalg> J3-log marked inflammation
hepatocyte Jl s viral hepatitis C JI o viral hepatitis C 4l e
.tropism = bile duct epithelium J lg

.most probably C 4l _le laas-ly gaé
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A lobular SJg Jobular J5w ¢assg portal iaw inflammation J|
. portal S yis lglS 4adll faw ga 45¥ .mild

necrosis J| Ggdi lowia - o casdl g y1Si- lg8guun axl> U -F
«absent to very marked (uls #oli chronic hepatitisJI § necrosis/|
“:4.5.1 Q= A>

Jlea W Jidy I Saxrl> Igingd clidil (S Givdo Jodl (§ dud

aule Zalxy 808 (yliissd AJJ.J“‘_,TL?JLgé necrosis)l Gruwy I inflammation
) .absent to very marked

Saul ddg.5w5 necrosis JI o 95 ppuil

as (portal tract JI gJlg> Wl ls interface JI 9 asgpall LSS il

) £9 pal 839 piecefneal NeCrosis sgaww

¢ piecemeal @l _isy

QoS Sall i a8 Jill 6Ly T Sl 1 (1gI lgasliy gl dse 0 duand]
&9 deghdll disdl eliyasg ‘U.;.u.c:._o.u.c y classical hepatic lobule JI ol Jui
«peripheryl| ;o 1S periphery JI ¢ Y9 uadl o JSLy Giwsdl JSG s Lol -
aad) lgilss

Qb di> (o dcghdn Lo Ul dadlll alis isy piecemeal necrosis J!

iz (les Al pu) Sarl ellgay JSB oty Lol gazl Gi> «tusl]

) ) jpiecemeal

JI toxic goiter Jl ©lis 5 plle a8 caxljas axlg JS ool IoSIL Igls gl
deawl U8 Giusdl oy GiiSlo g (o periphery Jl wice (o JSLis colloid
wlsibey 63 ol i 008 «cluier iy cauily GllSsl 4alS (1o scaloppini
4xljeg axlg JS - dahs lgio gohdag

S ool gy ol axlo Jo! L

JI J» piecemeal I S 0¥ goi shslaag piecemeal 4owl necrosis Jl
el framework

- 8000l il Lyl of o gate JI e acld ai¥ Ligpdo 88 b ¥

“ never § normally heal ; gai

Syl Lisy (9yle bridging aua cirrhosis Jlg .heal by cirrhosis & ga
!!iuiQ}b.; Yo frame work ! u).o 1&g central J portal JI ilog iy
iy

1% uleS 4l
absent (ulo zolsua fibrosis JI lag heal by fibrosis J weei JUI 4] K%Y
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.to very marked

«¥ inflammation JI _a absent _aJ jisain S sdusgll deldl oIl Igls-
piecemeal fibrosis I ﬁiecemeal g.Q“gJ cJSid) a5 lgd (Gas Jol

” .bridging fibrosis _aweé bridging ¢a ol

Other features

iz il lgiille (o) fatty changes lgs6 hepatocytes JI phso cud) cus of
. g w9y 03 ¢l most probably Jsél steatosis

oy JUS Laigass o abob o5 Sl dormant Sl § sy gu s
fat lalg>

most Jadl Lisy suggest 5 g Ul Lidl>ws Ul pathologist S Gl Li8g)s
:0gdl U gw wgsd 00 gl proBably

steatosis of hepatocyte + affection of bile duct epithelium by
inflammation.

shian il isy ground glass lacliy cytoplasm JI bAsJ| phss cudl o) cub
994w Bas ¢l most probably Jgdl yas| dig)

b lgsd g0 adsdly g0 oSl audsl Ig83in acute Jl oy90 § B JI 1Sl i 33
89> e Law viral particles)l ¥ B ss most probably ¢l Jodlé yiS |y

Ipas bdi IS e olasd agian 4 - saxdl oall leeaws 4uls]

1S Gidloo du - ¥ $Sals! (SJg B s most probably ol Jed!

PCR JU laglasy serological laglasy clinical pathology JI sois didlseds g
.ajile Loals ¢ ELISA JU laglasy

a3 ole=dl ol Jadl 1S cholestasis JI :néyle (cholestasis la0 LM ail cud) of-V
Acyuy ylgiin dicly liver functions Jl

by cdaw 4l Joda dysplasia lgwd LM sl cudl of-¢

Yaxl>Igiagd

o axl> S Gy g JBasily i go microscopic picture JI ¢dl g

“ .,;Jl;gil

!é8)le salo chronic viral hepatitis (iglgds liver core diue Ll U og 4l

aiid] @ loSaic dygilalo S) 84S Wlagaley l5ilSq
fos dodny il M al Lisy grading , staging sasy US Ul

heal by cirrhosis . 88 e iw 4l viral hepatitis JI dSiw «blso 195<)
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b Yaxl> rald carcinoma cdiwg

grading , JI oa liags JUI chronic hepatitis JI ol 198,55 233 oIS al<Cid|
grading , J Ja=! 6508 c¥gloe 446 Sgrading , staging Jl al Lisy staging
.chronic hepatitis J staging

A0 diw dx> Jae g 10188 008 asy ax N diw JU @lle oS Lelae a1y Jo
system cpws| acliy systeml| uls loJadu alg 84S usy d>g Metavir ayasy do
Yoo gl Ishak (e (Ishak dawl

loa - ($5,0¥ )20 Jamd @ajg wlll o by a0 039 Glowul ga iyl Yyl
e o Lisy 8940

) goasall (¥ 1aldyl Y Lo uy aiS Wdliwl o dal=il Ul Jla (S jol 7y Lol
acliy Plall olusll oY severe or mild bas a5 cllgiy i staging , grading

A P)K.” Ul.c daisey

etiology «J _au chronic hepatitisJI ¢ classification system §T Lga gl
) " S| |

necrosis and inflammation JI ic =y dcypud! Sl de | grading «d Ldug
.necro-inflammatory 4al< U.Q U

fibrosis JU laic nsw d,ll of stage Jlg

.complications]! ;¢ 6,59 ¢llgdsq

histological JIsgauww a8yl Ui e severe, mild gl s3SI CuS g 71,9
" .activity index

gl

I o amys deyudl Gaw Gisy A (o azye grading JI gaw iyl

WA o Vol ¢lg cddle yuuidl deypw 85 W (010 suie dcpud] el uslg glo
" ENERWRE [PPSO

Jle sic sl IS8 interferon J! cro 581 i ‘o.e.éu«.o

T (e 4o staging Jls fibrosis JI gaw olS ail el cddg eyl cus of oS
Syl sy T o0 Tl el s o

4 dlyal - Bly (o35 - ¥ S dlyal gaiy cirrhosis

Sdady Ul oo axl>lgiagd

0,540l i a8lually de puud]

ad (> Tl 0,5 bl 4l
histopathologist JI auuy cilS asal lggay sy adslad| puud)] duwdy 45¥
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Laiclas Glg Fof -Fo) dics 80 pSIT (489 5aid0 ordole 19ilSg @)l & association
pady TG liely pudl] ge speaker JI cus Ulg Jsgh ymds gaicg 84S ol> cus
asuall dlyay oy giyle dwd 5,8 j9iSs 48 lgld oS . Lisy ]

Wods y3eidil Gl cuumé soler i Jaleg o @b aud IS acly system J|
B! dawlg Egyptian pathologist il e ady;hll odg 0aS diondd

I am not Egyptian, I am an American :J s

My name is Ishak not (Is7aq).

NS Ll aladg NS gl Jale oS gshio Ul Ly Iglusd

glvg Jleg (aeld bl Jue a0 lax Gig gshin s cuS Ul lgiclu allly
g ciS Ul dlly o isy ldjan @uld oS 00

syl piassall § 2 ong y Gusid pilses iles Jody s il laielo
" wedidn’t find this ! dgsl axl> Jods lol JS cdise comlby

what is the sources of the cases u have?

itis leds ¥ 9900 AU lgule Josy yads chronic hepatitis saic ga (0l &
.completely wron~g

I don’t know , it is completely wrong /43|

.0y 4y lgdang the most accurate system & f\W - 1.a- 1.7 9

uida>y Lo staging ¢ grading J Jocl ¢lgdsg gliodl 9 Gilus

staging o grading _idsasise lislg

Modified Scheuer 4849 Scheuer 4,99 Metavir 4.8 Ishak y¢ (s a3¥ Giwe
S 449 (System

necrosis JU lgic y=s acpudl of grading JI «il laSaic lgd =i l9Sile
inflammation Jlg

- 89l 18 Joo 83 pul) elawl lgdy=ig (fibrosis JU laic n=y stage Jlg

g active J hepatitis J| pudy oS 0148 system go a0 ¢S
YR CS giégjé EHRCSP L_,.f»?.lJl l8g ¢ o lobular/persistent

Tad 0d p Ml 9Sadsziu Lisl Lo
expensive |s lgullg Sovaldi gl gais Uisl idgls
JI sw «cliy grade Jl whatever slud) of biopsy gl Josi pi¥ 8aS olic
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cirrhosis la (o35 (¥ Gisgliais ¥ SSovaldi alsai 6 of 5 acliy stage
Taxl> cranld Joloi 4 ol 3 calsas 2 ol 1 8Ll
stage Jlg grading JI $ LS o84l

eSS e U1 Lo 4 el grade JI S J48 alsad oo stage JI 9 loglud! ol
S Sl puanls el
«dysplasia Jlg cholestasis U oSz 4y stage Jlg grade JI 3§ lggludl Q;m
Sl loiagd abui Lasd ekl I

JI o g staging Jl 4l isyg grading JI 4yl Lisy written Jludy Sew of
.o lgisal aslg grading systems
Ui g0l Jouadl g5 alole g0 30188y cay0 o o AN s Ul adicl

B38ll e 13 a1 iy Uis Ggaiimiso

CIRRHOSIS

e loy cro 1o pAIN cdd Y causTl 9 god00 pal ls
cirrhosis isn’t aliver disease, cirrhosis is the end of any liver disease.
fibrosis is a part of cirrhosis & doesn’t mean fibrosis as (cirrhosis) !

QS G Lo gl led 9o Lailg aIl § Lo ray cirrhosis J!
oS g8 g el wSIl (o502 lailg oIl cads L“,.))&_”J. cirrhosis J!
iBg)s Badiin s &) saol Byls yie 4Y bl

:CATEGORY (A)au cirrhosis /I
class A in exam g a3Mwg slxg GBS
sao¥l oSl (b 40 8lisa literally cirrhosis JI

¢ oS gawl Sayl dawl ((uSiy) dawl golud;8 y9iSs oa cirrhosis JI caius] M
! acla> b (Laennec uSid) cds Gl 0_0 (usSeiddS

28 gyl oyaill (8patuns dsusipdll 0ysill lasd 1S Ul oxiall § ible usil
e ‘:,ll 6 gl b.ou“ lodicg dacs (uldlo ol S3 leJlo>! Wl VT
2803y glewdly
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Jlg steatosis lplas>g cdbly oSl M50 85uS 8505 |y s (ol &l Jls o
ol digly cumoag o Ly allg cirrhosis § lgls-as Bl framework

ol digl a8 ylisg shrunken ¢ nodular oIl 4l pgiby zidy (pusid) 4 Lls
A daud gog (0ol ol Citrus) ;e als cirrhosis ¢ cirrhosis dows zle
-yellow_d.y cirrhotic liver JI JS Giwe 0¥

wiegudo cirrhosis JI oY dhdus a3 a8 blsy M cirrhosis JI c =i g

039 &SIl cauli gy 30l § dule Iglody el (g0 yuiS cirrhosis JI jae QS ¢paldi
ey oS pas $ liver fibrosis Jlg liver fibrosis JI ga &SIl @i « ble
Lewylgls bilharziasis

Definition:

:cirrhosis I
10eds T o 58I Lisy 01§ chronicg «aalS Jol o9 «chronic ga
chronic diffuse liver disease :&5lalS (V)

(F) © oy

Diffuse progressive liver cells necrosis and destruction .\

with destruction of the glaS ss g easS Jle cysly bl lglS G
(bS8 Lo asy glaS (o531 808wy Uy sy framework

ale (gadgi framework (iuao (S lgbgsio cbly I qul S cluai i g
ey Jlisw o 4sdl W1 aiodl § s 868 bS] bl ol zasid
gasdia ade lgasdl [gTgd5g

repair by regeneration (in the form of regeneration .7
nodules)/fibrosis

.central vein gilesba g (g

eccentric central vein- absent central vein .V
surrounded by fibrosis
nodules are not functioning JI sda 4¥ (lost 4 liver function JWlg

are necrotic lalg> gUI L] pasa (oid

zeill § ¢luic definition Jgbl a8g this is the definition
liver function never to be restored !
classic hepatic lobules isregeneration nodules gs 43
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cirthosis JI «plia yie yuw etiology Jle @ISl (ag,4ll definition J| asy
1o AV a0;le il 1o lgdina M diahul (e @IS cgloil 1s axlg goi ise

Pathology:
Site:

TUleid ¥y radl o)l § (18 Lo cirrhosis JI
diffuse in liver A cirrhosis ! ¥ Lulwl site ! e @lel jimbio

Grossly:

ool lay Sing anhwl o 4
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A. Primary biliary cirrhosis:
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