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. MARKERS OF - Viral hebatitic

HAY MARKERS

HBU MARKERS “pane parncis”

HCVU MARKERS

HA - ab

/—/%

—

Cyrface (ore p HCVU AD  VIRALRNA
e +VEIGM — RECENT INFECTION. = - T A U 1
e +VEIGG = PAsT INFECTION. [{\ IR g
HBs Ag HBs Ab HBc Ab HBe A2 HBe AD +VE ELISA m
COMMONIN POPUEATION BARYS. APPEARS — V. EARLY B4 | TRANSAM. APPEAR — 3 —4 M5 AL un 2lou .U, U, m (DIA‘GNOSTIC)
DisAPP, —» < BMS. AFTER INFECTION PERSISTS —* Y5, AL aadd LSRIZW 9 .
E/M = ViraL parTiCLES. Active Vil LORY. U U
1) Infection with BV but since when! | |MMUNITY so 1o replication +VE R B QUANTITATIVE
Sowe do c 4p. mfnf needed” | U MANDATORY
2) +ve $AG < 6 ms. —>Acvte Hepatitis. v v i LOW
Iy HIGH
HBU MARKERS + Grms. —» Chvonic Hepati M 15 0wty mARKER Fo P - U
& e —— Is M laG Recent HBY Infecrion [l IR
!f. 1”‘“.1 f"__,ff_ﬂ__ ‘ e S,Ag u”th RECENT INF.  OLD INF. bec. we can’t know since (ACUTER CH.) fﬂfﬂ‘;tl?ﬂ ?"t
Anti-HBC (1gG) pr—— HB sAb \when sAq & sAb were +ve !} doesn’tindicate
o\ Lo i | ey ‘ " 48 cab immanity 11
\{wc;} \ enzgmes = | ‘ None ‘ sith cle G‘ —— induced by InTerferon U
Anti-HBc (IgM) | Umvnilér ) ‘ m""{ 1 | ‘ M‘m’fd T | | | ‘ A8 ¢ I2M ‘ BB c [8G = —>so replicationis detectedby | w,388... uiso Jwslo
| —————— R o | (g | post. | [ pas | 1 DNOREER soptanpe | ‘uebotiacss
0 | 2 3 4 5 6 HiC Acute Vooiiial \iitechanil | | 5 _ so we do PCR
. Months after Exposure | Hepatitis Hopatitis | | cane f : ‘Rﬁ?ﬂﬂt i s infoction infected e HBV with (- ve} e Ag. L2 L
Infection (s ) | | immumity - | st i
> Prophylaxis
HA VacciNe HA IG HB VacCCINE HB IG
- INACTIVATED. SERO-PREV. /arrenuation. * Recombinant DNA. BB sAR
o IM (0,1,6)
DOSE - 1MM THEN BOOSTER | EIN 6 DAYS OF EXPOSURE
DOSE AT 6-12 M. I Check vaccine = measure HBs Ab at 7-9 ms No UHCC’NE
VALIDITY | - 10vs. 3-6 MS. y .
e Indications:
INDIC. | 7) CwrowicLD. 1) CONTACT “recent A} HCW. * RECENT EXPOSURE TO INFECTED BL.
in 6 davs” . : :
2) TRAVELERS to B B) HD pariewts. (Double the Dose dr | immuniny} (GIVEN NOT EXCEEDING 1 WK.)
endemic, 2) TRAVELERS for short C) Newborn of HB sAqg mothers.
duration “3-6 ms”, D) Sexual parrvers of HB sAq.
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Acute * Val Qevatitis

» CCC. by:

A) PT INFILTRATION.

> IJEF.: (i inghom. Of ver pOrenChging < Ems

B) SWELLING OF HEPATOCYTES.
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Non - ICTERIC

REPATITIS

\, / \ 7
-
o Flu - like ... K

o Nausea- Eli[ld44r:.

\.

MiiLp BHepafifis

T S. BILIRUBIN < 2.5M6

/ o hurdie , §0 pass ar-policed, /
T SGPT. /oo / coverne)
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FATE 2!
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[ RESOLUTION
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CHRONIC B.
Esp. HCV
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CIRRHOSIS?!

\, J

—>NARROWING OF THE BILE CANALICUL].

> INTRA-HEPATIC CHOLASTASIS.

N
ICTERIC

RHEPATITIS

- )

\_ J

WY CENTRAL NECROS!

ONE 3

/—/%

SPECIFTC & SENSTTIVE

e LiveR = ++ & Tender.
(dr smmerch of capsule)

WSpleen —=> Just palpable dr RES++
DD “PITH Spleen ... se NBs”

PRE-ICTERIC ICTERIC POST — ICTERIC
“ViREMIA For 1-2 wis” ""Fme JAUNDICE ror 3-6 wis” “CONVALESCENCE”
1) F E H M dt...viremia. T)E F A H M sussipss. Good GC.
(severe Anorexia — distaste . 7* )
- 4 THEN < 6ms. > GmS.
2) Paif i Rr.. Hreo-cHoNDRIUM. bilCholestatic Jaundicelli#® Y U
> CL/P sty of hopatocylose CLnicaLLy & CHRONIC
sclera olive-green BIO FREE Heapritis
/N
Dark urine (lay stool
“bilirubinuria”™ “bec. bilirubin doesn’t
reach intestine”,
> INVEST. | | 1 SGPT #rsusrormsze ¢ | TSGOT/BILIRUBIN. 4 SGOT/ 5. BILIRUBIN

But Gnndee persiste & T affinity of
bilmibin G eollager iv selera —> so we
depend on &._Bilirabin rot depth of
aandee”




. CoMPLICATIONS oF [ Acute - Viral Cllepatitia

A

-

J"'a'ai S dﬁhi (1 il N [ \
w5 gk (2 HEPATIC EXTRA-HEPATIC
9 J “mainLy wite HBU & HCU
7 7 $ N due fo IC™
b & N N 4

~

4 ™
' RESOLUTION
Prolonged Cpolestas:s o . Caronic B.
“dt Un-resolved swelling of hepatocytes ULMINANT r1. rh en
especially in HAV “persistent T Enzymes > 6 ms.” 3 e Y
\. J X 7\ / /\ 3) GN ? MEmBranous GN ., (HBY)
D @ u MPGN bueTo CRFE -G8 (HCU}
4 ) A ) @ Y
NORMAL TRANSAMINASES

T ALP(SGPT) L C F CIRRAOSIS 2! RELAPSE PO?':

T BILLIRUBIN A AT JCER Hepafitis $ 5) Lichen planus. "HCV”
N - ! J \. N /

4 N 4 by
\/ \/ \/ NORMAL DT PsycHOGENIC
\/ REASSURE ) ENZYMES . NoT Liver D. )
. . J
RE-ASSURE. ENCEPHALOPATHY SPONT. RECOVERY l
SPONT. RECOVERY (M1 PT) 2 RE-ASSURE &

7 = ;

\ Gilbert $ ap
“defective uptake of . bilirubin” oheril oo O{{ Qcm@ r)/@/g@aﬁg O

— Un-cong. Ayper-bilirubinemia
(T 1. Bilirubin only with N Hb & Liver E.
“Falsely discovered during
follow up of viral hepatitis”

1) BAV = prolouged chotestosis
2) BBV = wore caere tion A + corum cictnesc bbe 8

3) HCV > lolagrosed v. lote”

S




INvesTigaTions for Cleute ~ Viral Clepatitic

— —

L)

f L e N ~ ™ ~ ™
Urine To prove Hepanmis Liver FuncTions Eriology
L “Bed side test”
\ A X J \. J
. ¥ w \J 2 e TTT SGOT-SGPT 4 ¥ v
« BILIRUBINURIA RO-BILNOGEN :
) . | . (Markep T upTo 100-1000 Forps) m VIRAL MARKERS
{SHORT 2 LIFE)
L " . . TALP& yGT. n
early sign dt -ve it urine  +vein urine U ForF o
J ORMAL T —— - PROLANCED 7} RECOVERY— SGOT. /Gwer 1 v
Lt MARKED RELIEVE OF NB: (BEC. IT 1s ACUTE D.) 2] Rewaps— SGPT. (% /Gn)
OBST. OBST. o heparims (T Trans-Am. > ALP) U' U' 3) CHRONICITY — VIRAL MARKERS
o Cholesmsis (T ALP > Trans-Am.) GOOD PROGNOSIS ~ BAD PROGNOSIS
“FULMINATION’
. 00000000 'm U8 ;-
TREATMENT OF ((cute “ Viral Cllepatitic
™ 4 ™ 4 )
[ CoONSERVATIVE Drugs Immuno-prophiylaxis
: \ / for HAY - HBY
A A \ y
/ \ " ( N 4 \ N
) 4 B
REST DIET STEROIDS InTerferoN
TILL CLINICAL & BIOCH. NORMAL, e sale el A g ‘. ¥ For HCV
[ \. J
¢—A—¥ o T CHO +IVGLUCOSE (iF 5. ANOREXIA / VOMITING) l\
Hﬁ REST HB REST ® $ Fat (DUE TO NAUSEA-DYSPEPSIA £ CHOLESTASIS) May LEAD TO USED WITH PROLONGED

FOR1 M. FOR 2 MS.

e NO PROTEIN RESTRICTION EXCEPT E FULMINATION.

DT VIRAL INFECTION

EXACERBATION?! CHOLESTASIS!




CHRONIC HEPATITIS

Chglom. of the bver barenchyma > Em w out resoldon in
Occurs in HBV / HCV not HAV”

CHRONIC PERSISTENT
HEPATITIS “ww”

CHRONIC ACTIVE HEPATITIS *sever"

Vet

AUTO-IMMUNE

> CL/P | 1) Asympromaric ... follows HBU.

“discovered accidently during routine invest.”

2) Non-specific Symptfoms:

e Fafigue.
e Painin RT. HYPO-CHONDRIUM.

e FalfiNTOLERANCE.

Asympromaric up 1o LCF & PH

A

HEPATITIS > 6Ms

.

—

. Jaundice. C mﬂﬂos {S

“mild or absent”
« FAH M. LCF e

« fender liver ++.

~

e

EXTRA-HEPATIC

“y

A

A

< 1
Ve

o

\ 7 L 4
HBV ACV
o ARTHRITIS e ARTHRITIS.

o GN MEMBRANOUS

e MPGN DUETO CRYO-GB

A £,

[ AUTO-IMMUNE

PH? AG:
o PoLy ARHTRITIS. « AIHA.
+ HasHimoTO's. o QRrRAVE'SD.

> INUVEST.

1} L Enzymes = 7SGPT /SGOT QU NaT 007 1
2) SONAR
3) MARKERS — +ve[sl:f :IA

4 [T

= -VE / MILD LIVER++

—> LA REEIR LT 4 NO LOSS OF ARCH.

UnErrann & reeasranr evznee
LS AN WOICATION DF LIVEP BiDEse”

» NB: Super-intection € HDYV .
FARE u? OF D G HBY 70 sryeer roen,

» DD = Gilberr’s $ & Post heparms $.

1) L. Enzymes
2) S.ALBUMIN

3) MARKERS

4) BIOPSY = most imp. “starts in PT",

Miip
FVEDE A,
AECRISIS

MODERATE
BRIGENG A ECROSIS

= mip T (3-5 FoLps)

— NORMAL OR (¥ IN LATE STAGE]

== r)/trm{? GR i _———————

SEVERE

KOSHETTEAPE —>
Cresin e

WITHHX & E STAIN
e« GROUND GLASS APP,

AUTO-IMMUNE MARKERS

V_)%

TYPE | “Luroip” TYPE I
+ve ANA la 11B
+ve ASMA +ve LKM +ve SLA

SPECIFIC STAINED

L YMPHOID F.

BY QreEin,

v' BIOPSY: Lymphoid follicles.

infiltration.




CHRONIC PERSISTENT
HEPATITIS

CHRONIC ACTIVE AEPATITIS

Vet

AUTO-IMMUNE

TREATMENT: HRU HCU Steroids
1) REe-ASSURE, p . ~ , .
2) Follow up/ 6ms “SGPT” INTERl:ERON s “Conventional” FULL DOSE GRADUAL W Low MD
}) Avoid henarosroxicdrucs D o 10 nate. U3 mimaes /wi Thse o 3nmitt. U 3 iMES / Wk J dise \ /s | TO /2 DOSE ] N /
4) hepari p e F .@_},, & e v duration, | o2 Tduation 30 MG /D 10-15MG/D 10-15MG/D
EPATIC SUPPORT. “Hepamax z FOR 6 MS.
o Indication | 1) +VEHBERG D ¥ Given E Ribavirin
2) +vEDNAPoOLYM. (" 'E' =
=5, =
Prognosis 3) +vePCR J £ E v’
S . |: J HDV _ 4) fﬁ.’ﬂﬂﬂfﬁ. :// / ™\
% SLPHR-TMECHEN = i :::{ARE vp of :nld 5)  Biopsy. “saiocinG N.” CLINICAL & LAB TESTS / MONTH
. TO SEVER TORM,
. S/E 1) Flu like + Arrhralgia = Paraceramol. & LIVER BIOPSY at6™ m
B \. J

« DD = Gilbert’s $ & Post heparitis $.

Monimor Interferon Afrer 7 ms

R

4) Hemolyric anemia.

7) Depression.

2) BM (-) = # Thrmbo-cyropenia.

wict inp, bae, i (LD the pt._has:
%) TeratoGenic —> # PREGNANCY.

A / éﬁ?&ﬁff,ﬁﬁﬁ?ﬁ" i f’%"
5/ Ial 4 z%qm‘éfmﬂga / ?"?,73/

‘“Pegylated” Interferon

R

F'

e

FULL REMISSION ]

N O REMISSION

| |}
ConTineu Steroids &
Restart if Relapse occurs,

Conrtineu Steroids
+ AzathiopRINE

‘“steroid sparing”

If +ve PCR If .ve PCR (1 ampoule 180 ?gm SC once/wk.) W ,
U U ,, — “*
For 4 ms. For 1 yr. FOR 2-3YS OR FOR LIFE ... S0 WHEN 10 STOP?!!
Not responding Good response + Add Ribavinin Ly < L
U U
Orhier Drugs i e .vi ANA Marken. A
Stop Interferon Conr. Interferon
L avivud; " e Normal:
MFWU]I;' (0 ) Transm. — Bilirubin.
or 1-2 ys, ; :
alone or E InTerferon N Rt~ Eiupsg -
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> CAUSES

ke-sinuseidal: (MCD)

¢ B — Sarcoidosis.
* 1% Biliary Cirrhosis. “gr. in PT”
¢ PV tlirombosis.

tnuseidal:
e Liver Cirrhosis.(M/C)
¢ Alcohiolic LD?,

ost-sinuseidal;
¢ HY occlusion. “Budd Chiari §”'

o CV occlusion, “Yeno-occ, & * 7

-

» Humozal _

o T Endothelin = VC,
o T NO & Glucagon = VD — @ RAS

—> salr reTention — Maint, PH

Portal Hypertension

—V » CL/P of ... Y > PATHO-PHYSIOLOGY

/

MEDICAL

of the Cause PH CompLICATIONS oF PH n GAORWE = splenomegaly
— — Hyper-splenism,
| U o hemabmeS a1 — Pan-cytopenia.
y, L8 : v twe BY.  lbaindees - profuse”
Chronic Liver D. 1) Asympromarc, ¢ nobePU, ol ot 2) — Gastropathy
“Cirrhiosis” 2) gﬁfmwa@ o RF drToxins + hge — shock —pre-RF = ATN, —Lapep SI{ZI‘
§ &t Crrbosic t collotorals L oleni | . — GIT bleeding
oo Ak el s s K = Dyspepsia.
o h. Enceph. (P-S) Y high brotein et o
> INVEST. = H. Encepb.
—> Capui medosa EV
¢ LFis. * Sonvar: T PYD | * Endoscopy. (Grading)
o Stool / URINE for B ova.

o Duplex scan. e Ba swallow. 5) M —> Localizing factor
\ Biopsy. “diagnosTic” A

» TREATMENT of nwtue &V

InsTRUMENTAL Surgical

Shock  h. Enceph.

{ Poraal BP INJ. SCLERO-TH. BANDING P-S SHUNTS SPLENECTOMY

J, ¢ (VC of mesentoric Blle —> Jizf flow to irtestine. —> Jﬁﬁy (SANG-STAKEN TUBE) 1) Porvo — caval. DE-VASCULARIZATN

i I 2) Mesen-caval, |

ENL . .
PECED During The Arrack IN-berween 2} LaneoRenal “Hassas op.”
FLUID (Indral) OBLITERATES MECH. COMP. OF .
PLASMA 1) VASO-DRESSIN fir-/5) —> A/ 30 add witratos . ﬂfﬂﬁmm TI;ZE::&ETFE\J : RUPTURED EV EV / HE in decomp.
_ _ - VHR 10 75%. (TRANSIENT TILL liver / Asci
viT. K 7 e i . ® VER ITES
2) Terli-pRessin /5)—> « gomi SE . “Loop (h'sr‘:'c“yl ) SCLERO-TH. IS DONE)

3) Ocrereo-Tide Somazr-static anabipar,

“SIE —no comp. THR if the
pi. bieeds”
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;«S C lt e S Yoo docwmaliton 0 4 i prerifpmenl ooy
T \/

> PATHOGENESIS » Cﬂuifs OF ASCITES
p A v ¥ ¥
CIRRROSIS NoON-BEPATIC
J protein synthesis Oihens
i ey = A
L ¥ '
& 5. Aaumim Hormones PH e LL edem: No LL edems
i i &
L ] ¥ ¥
= Toroduction d* & Feapillry pr. in ‘
‘JDHCZ[T"C il L breokdown”™ _‘mﬂﬁﬂz: Erem Generalized Crthes flcites precox
EorADE OFBLND TO ISE 1) ALRGSTERONE localizing —. R Heaxt Mg o Acure Pancrearitis =Har G PP TR L R
ﬂ 2} ADH. i {;‘J ¢ TB peniTaniris. DT LOCALIZATION BY PH Y
HYPO-VOLEMIA 3) ANP. CHE Nepthppes, * UTRP ISRy (Ol ek Sl i o
i 4 TUMOR + ASCITES + R, EFFLsion] & e it it * o Const, pericardms,
VD o1 (NO R PG}-+ Hypo-voLERN A BT Pfiffr i MEEDEMA: o Mesothidions, 52 fnd
= LIV voLumE =EBRAS =BALDosTERONEE ADH. « BupoCHints. o Miienis hin
_//II"\\ Cameen Duary. _F./_/'

» CL/P of Ascires > NB: 2" effects of Ascites
1) Inspection: D 22t Plaural affusion & nasonad channals bat pris. 5 placra
QG ABD. DISTENSION I8 I i FLANKS. 2} ‘ﬂ'li-'l'-' = ﬁﬁiﬁ'ﬂd‘ qnmcfﬁ.

bl SUB-COSTAL ANGLE =S WIGE.

¢} DNERCATION OF RECT! & DIATED VEINS, (OT PH OR IV T 0857 ) 3) Edema ﬁ"ﬂﬁw facitas. (thcites P‘lmx)
ql  WMBILICLS SREVERTED — SHIFTED GOWNIAVARGS. 4) M neck vains,

2) palpation: S e

) FLLG THRILL ¥ LY
oL M :jﬁu:lim B PL ;ﬁ&um ladenal .Eﬁﬁm‘m

b DNPRING METHOG = UVER & SPLEEN ARE FELT.

C} ARG SWELUNGT =N TS PERITOMTIS OF MAALIGNANT ATCITES. g 1'_':{ 1'5{
3) percussion: SHIFTING B ULLNESS KNEE B.B0W METHOD, Aot common dt Lang patholog severy hyoo
Aatural channeld bed (Fraxmeniz § T8 Dleuminemic

4) Auscuftation: PLDOLESIGN VENOLIS HUM OF PH, Paritonanes & R plaves




InvesTigaTions for AsciTes

> TReaTMenT of Cirrhoric Ascites ;i

1) OF THE CAUSE

2) LAPAROSCOPY: for Malignancy or TB.

3) TAPPING: J&
a) TB = C&S then ZN.
b) Pancreatitis > WBC & Amylase.

c] Malignancy — Cytology.

d) Albumin.
TransudATe Exudare
| CAUSE PART OF . EDEMA INFLAM. / MALIG. |
PROTEIN | <3 GM/DL > 3GM/DL
[ Cois | Al i)
| LDH | ! 0
| <1018 | >1018

SP. G.

) Restinbed = T 87— pwerss

2) Dier: =\ NaCL722m/0 + \ Warer 70 12/009 250, w tie-wareens)
%) Diurerics: !laad i
Aim1s WT. LOSS Spironolactone Lasix
,(,—A—;, 1) Srart with 100 mg/D If No response 40 mg/D
Xiledema Y Lledema | 2)7 Dose Gradually eveny 400 mq /D T 160 mg/D
U W 4.5 days vpto (X 4)
V% kg/Day v 1kg/Day e S/E: G YNAECOMASTIA. L Na/K &BY.
If Resistant 10 RDD: 6) Last lines of TREATMENT:

> AlbumiNn Gradient

{SAAG = E Albumin — Ascimic Albumin)

> 1.1 < 1.1
U U
Transudare Exudates
U U
Un-Complicared Ascires Complicared Ascires

e PH. e Malignancy
e TB periToniTis.

o SBP.

e 7 major causes of

G. edema.

4) IV Albumin infusion.

7) Tapping:
(2-7 Lisession + IV Albumin 10 gm / L)

To avoid re-accum, & El}

e CRITERIA FOR SAFE PARA-CENTESIS:
1) TENSE ASICTES.

2) LLEDEMA

3) PT > 40%

4) PLATELETS > 40,000/MM3.
5) BILIRUBIN < 10 GM%.

6/ CREATININE < 3MG% HEPATO-RENAL §.

a) LEVEEN SHUNT Counicrs U £ FERTON i SC—> OBSTRICTION - IWIZCTION

b) ULTRA-FILTRATION & RE-INFUSION.

V oveeioan - H

<) TIPSS = encEPHALOPATHY IN 30%.

d) LIVER TRANSPLANTATION.

RefracTory Ascites

INTeracTAblEe AsciTES

Del.: Diureric resistant RDD.

TTT.: J 22 W Diurerics .

CAUSES:
1] heeke Salt & ABorn :
2) Lok & [ctip durciest fluil restrictinn for
2 dige —> then resure diretes)
) Mubpaey & 7B peritmit
¢/ Bad Kidey fonetine,
5)  Weak o Low dose diretic,

CAN'T BE TTT. BY DIURETICS DT
DIURETIC INDUCED ENCEPHALOPATHY.

U

Liver TRANSplANT




AHEepPATO-CELLULAR CARCINOMA

» DEF.:

Ciwain S Ty

o et

i

5

-

¥ Causes (38 + AC)

o abomagang i

» CL/P =

1) LCF + ABD. PAIN+ JAUNDICE +FAH M.
2) RESISTANT ASCITIS.

iR P ara-inafignant $:

Cirrhotic of, e ravid un-explained deferigration”™ = HCC 21U

1) HBU - HCU: DNA of HBY inrerpares with the heparacyTe gename.

2) ﬂfﬂ'ﬁﬂﬁfﬁ (Harmcr-chinmsmosr, | Aleoholic nor Wikan's §
3) ALCOHOL s a co-cancinogen £ HBY.

3) AFLA-TOXIM ol A. Flavus lound in grousd nuors.

o T Insulin — hypo-glycemia. (aiso dt Tconsumenion oF G, av Malc, ceus)
« TPTH — hypem-caleemia, 5) ANDROGENS (TTT. of Encdomendusis)
« TTSH — hypes-thynoidism.
« TEP —= Poly-cyrhemia. \ _/J
i T HCC A
. s » IREATMENT OF
» Invesniganions of HCC =
A v ¥
v . MEDICAL EMBOLIZATION SURGICAL
TUMOR MARKERS IMAGING ‘%@* L Faau” A
¥ v
¥ L 4 ¥ L RESECTION IF TRANSPLANT “oF GHoIcE”
ceFero-proteiy DEs-CARBoRe | FOCALLESIONSONLY  BENIGH/MALIG. WHEHL TSI I 1 I
& 4 i b/ I ISCHEMIC ¥ ¥ ¥
SEMSITIVE SPECIAC SONAR MRLS MECROSIS. LocauZED I:lnu-u RRHOTICPT.  PATENT Guan
INOT SENSITIVE SPiRaL CT EDADE SRRSO MRV
MOT SPECIAC RADIO (TCAA) HEPATK INSUFFK IEHEY
(Lo AL AR EA
ELOW: LPTAKE] HH:EHT #HBH'SU Hﬁ'[ﬂLﬂ
L " FOR SMALL/ LOCALIZED TURORS"
Blopsy Y Y
R AR ETHANOL INJ, RADID-FREGUENCY
SRR & AiipE CO-AG. NECROAA OF THEONA BOATS OF
' TLAOR CELLS. TL R BV,
e A o2




H. HEMO-CHROMATOSIS

%@0&@ Dicegce

Alcoholic Cirrhosis

1" Siliary Civihosis

. Cu in diet absorbed
> DEF. & MutaTioN IN HFE GENE in Stomach & S Alcohol UNKNOWN AUTO-IMMUNE
ETIOLOGY oN CHROMOSOME 6 + ¥ HEPCIDIN G. O c| +—|ﬂ
= Secrdt proten it cerndo-olasimin -0l to excreb aces TAceraldehyde T h* disruprs v Loy T Zcimc
= T Sron abeorvton from SI QuuitheQic by der; Ch from bverto bite U GO AT HETABOLISH
A e e I : I HEATE-TONIE U Shydow. mediators
=1 Tt bodyFe >> IBC | | T 1 s = Grvadoma in T/ pari-portad gbrosia
Wl Tiree Chin®SE accumuditon of Chin foer Ot byt B
=T fee Sroninolood [ 1l @ MICRO-SOMAL METABOLISM = Ot CHopate Bithary obst
= Fe devositon i bver=> (rdogio aboositonint Clhrogic = T 7oneerry or okugs = bilk iritate bepatocyte=> ch inglom = Cirhosie
> Incidence AR — Males - 4o ys. AR — Young Adulrs. heavy Alcohiolic. Middle aged p 40-70

weAst é@.{baﬂ bogs .:?f e Ks’zf’;wé} ;ﬁﬁﬁﬂﬂ}@ /

“Recurrent Acure hieparris’

> 70 gm > 20 gw/day Over 72-10 ys

(Irching Then Jaundice

> CL./P

1) Causes:

(HP)? S

Triad of (]1-3-5)

Honda (CBRF

1) H eparms — [ SR

e —
[Tcomonem‘g’zhbé? J [ ¥ glnClion ]

,L_I—.L

} Intake For ms. Intake for ys.
1 JH epaToMEGALY.(PARADOX]) 2) CornEA = I ! R CHotesteroL IR 2T
2) H eART = CARDIO-MYOPATHY. 3) C Honpro-caicinosis = PSEUDO-GOUT gatt}', [iver hEPATmS U U U intol.
Jaundice  Xanthelasma
3) P ancreas = BrRonze DM. 4) B G = INVOLUNTARY MoV. v 2 tchina 1° for 2 Xiinlicitaon
(NEVER IN HEMIO-SIDROSIS Reversible if Alcohol is + SPECIAL D. H_c L { poliii R
5) B Lue NAILS’ LANULAE. sropped & ASYMPTOMATIC CRITERIA & responds ﬂf’y te —
4) P ITUITARY = v GONADAL F. | Naloxone
6) RT DAMAGE = GLUCOSURIA. v 1
5) S kin = BRONZE (DARK- GRAY) : J : _
1 AL - o - e - exmseoaes | 7) F EMotysis. LWEE o+ TEI'II:'ER fat sol. Vit. Dyspepsia
6) J oINT = cHonDRO-CALCINOSIS. ﬂfﬁ‘f? apter, & ffﬁﬁz % 1) & Vir. K= BL TENDENCY
= PSEUDO-GOUT i capate,
afh, procs P/ /i Eod icpsvic Osteo-dysmophy”
2) Cirrhosis Slowly progressive Alcoholic Cirrhosis /0 THETFR] b Orlier Auto-IMmuNE:

LCF + PH

—> patient is usually adult

e LCF > PH
o Palmar E.

e hyper-dynamic circ.
e Poly Neuropathy.
o Spider Navei, /v S0 it )

AIHA / Anrthroparhy / Scleroderma
[Thyroid / Sicca $.




H. HEMO-CHROMATOSIS

%/QO%‘Q [iceqce

Alcoholic Cirrhosis

INvEsT.

» Cause

I) Iron profile;

o T s, Iron & s. FermTIN,
/ ot Aecarats boe, io ar Aeule /ﬂéﬁ@ Fm?.:za‘.:ara‘/

e ¥ IBC.

T Trans-ferrin sar..

“slso for screening of FM'

2) 1 BLooo & URINE[ R e L)

1) BLOOD:

. dr deposimion in Tissues.
o + Cenuloplasmin or Normal?
e + hemolyric anemia dr T Cu.

2) URINE = —> RT Damage

—> IHOEGEE P, AA

heparimis Specific CRITERIA “came1”

/\” ]IET FNORAAE " oo s o™
Y IRAST > ALT R ey sy

3 @

4 ) mqfﬂ'ﬂ'f YTOMS non-MeGaLo-siasTic.

5) Biopsy => mélLLDRY HYALINE
HEPATOCYTE. (NOT-PATHOGNOMONIC)

Filiarvy Obstruction (BSsa)
/\ 1) BiiruBiN.( DIRECT)

3) 5. TRANSAMINASE. “MiLD”
4) s,CHOLESTEROL,

5)

2) AMA (Anti-miTocun, Ae 1o
DIFF, FROM 1" SCLEROSING CHOLANGITIS)

> Cirrhosis 1) SonARr. 1) SONAR. 1) SONAR.(BRIGHT FATTY LIVER) 1) SonAR.
(S0NAR/ BlopSY) 2) Biopsy = FE (PRUSSIAN-BLUE) 2) Biorsy = Cu (E SPECIAL STAIN) 2) Biopsy... (c ABOVE) 2) Biopsy => PT GRANULOMA.
> TREATMENT
I. Causes | 1) Venisecrion: . Cu Chelaror: General
. 7‘; MOB*‘%E IRON STORES. 1) PENICELLAMINE. (V. TOXIC) 1) Srop ALcoHol Immune-supp. Drugs
o WEEKLY /2 V5. > 3
2) ZNACETATE. “LONG LIFE ol
o 3-4 TIMES /YR THEN... ) 2) G. NUTRITION. 1) Azathioprine.
3) Vir. B4 (THIAMINE). 2) No steroids used —> e, 7 ear
2) Fe Chelator = Desrroxamine g, ostes~lystrphy + Oxteoporodss
TO PT. IF HE CAN'T TOLERATE (1)
2 L] ¥ = a .
2. Symptro- | - DM = Insulin. « T of Exira ....manifest, Alcoholic H'E.p‘“ms Cholspess — Unso-Deory-chole.
MATIC o  Steroids /N SEVER INFLAM. o BS Chdaor — Cholestyravine e breddoarmo ()

« HYPO-GONADISM => Androgens.

« Cardio-therapy.

3. Cirrhosis
TTT.

(haemo-chromarosis = defecr in SI

Wilson's = defecr in Liver irself)

. IVAA. (Esavid - Brchied)

@ IV V. (BI -—Bﬁ—C)

‘ Liver Transpla

Evreno hepaic anc,
o Inding = Aniilisoviies — Naloxone.
@ VII'.(ADEK+C&)

NI

Supporrive TTT. ‘ Follow Up by..
- v

| hepa-max plus " Child Classif. | ‘

| Urso-falc (LCF/PH) |

k.

- |

~ SONAR & o-FP |

r

for HCC ‘

Nort in hemo-chromarosis
- "bre. the defecr is in SIvor Liver"




LIVER CELL FAILURE

ril —\
+ CHEST = HEPATO-PULMONARY § .
AMANIFESTATIONS OF DECOMPENSATED
¥ kS Liver Disease”
YD CﬁUiESI{IEENiNQ af Ascinis & ﬁ efusion
¥ v v v
intra-piimonory  Porto-Palm, LPFT PLATVPNE!
A-V shunts, stunis, (Dieruston perecr)  ORTHODEORM
d
Hyroxia & Cemiral Cyvanosis BASAL ATELACTASIS
“Doesntrespond ta 0. 1h.”
> ESTROGEN YD = lovper-dywanic cinc.
NO-PG-VIP = if severe = Shock
o ;
A S
o & e S
ALV M hyporhalimic - piuimaey dysk+ 'l’ besk down of b,
Mates FEMALF
OENITALIA *  FEALE GIST. CF HAIR. «  AIENORRHES &
s MAPOTENCE & - LiBioo, s INFERTILITY.
BREASTS | +  GynaFcoMAaTT s ATROPHY.
e o
” R
¥ “;
ANEMIA Bi, IENDENCY
A
73 1 4 L
Micro Nogmo ACRG / platelets LCo-aguiation
& & & .
Ian def, dr dr boper- splensim + Marro- £ymesis l:::-‘::“::‘b {LT =Hibhlincey
{E¥ + PU) roxic BM {-) NON-MEGALOBLASTIC ) L R b
IFT Hpmer-aime s s

by

Pl

x/
> OENERA
i) GC = bad.
2) Fever “low grade”™ o FRES DEFECT —= BACTERENIA,
« Tl—TNF

3) Foefar Hepaticus di: MSEAPTRE civerded fron &
—> bgeas Ao i
— aanentsd o madh @ Bead,

-

4)  Jaunaice. jan gdrap fhcivme fen & i oot o dovare ok Ciebhtast jondce

>

# Ascitis & Edema dr

oty
R ares ey e o S
o .._;.\-a-r-r:.. e e T

&
<]

J protein synthesis Ohliens
1l A
v b |
&5, Araumn Hormanes PH
i Y g
ESCAFE OF * T production dt* & Tropittary pr. in
FLLIG T ISE L breokdown” splonchnfc ored.
T} ALDOSTERONE 4 :
3t ANP.

Lymphorrhea:  poss-sdauso idal obst. — engorgement of lvmphbat ks —
ExF AV AR don to perlfonewm.

\d

b

e Sprler varvie.

¢ Palmar Exyrlrema. Papar money skin.

J

Whire vail. {Tersey's Nail)

/|




FEPATIC ENCEPHALOPATHY

> IJEF.:

Neuro-psychiarric complex dr T brain (NH; / Toxins)

occurringG AT The peak of LCF DT:

a) Failure of liver deroxificamion &

b) By pass porro-systemic shuns.

» IYPES

HE. (AcuTE LIVER DISEASE)

1) FULMINATE

2) CIRRHOTIC HE. (FoLLOWING PPT. FACTORS)

3) CHRoniCP-S  HE. (o sPoNT. SHUNTING IN PTS. E PH)

-

> Pathogenesis: | protein load leads to > Precipi fa% Factors
A i e
£ A
‘ ) r -~ T N &t 1t Towins &
T Nk TMERCAPTANS ..k ... : "
' , | : A A
A3t 2 R 4 ¥
Tprotein load dt El DUETO Infection by
(-) Kneb's Cycle| T GABA in brat pohalariv & Albals”
U Dier GIT blEEdiNq 7} Diurerics. (EXCESSIVE USE)
oy T B. flom
: ' ADPING O Imis.
LB cou — ¥ (AVO00ED B ALBUAN WE) \
v SHOCK T protein load
1 - = ! / 3) Severe (V- D)
Disturb. INn AA Synthesis . _
ke & Eiuschied A v h. perfusion Tmetabolites
|
+ + s .
v NE sYNTHESIS il OcropaminE DD of HE Delirium Auda ulsad (1
i ’ ol Jelw (2
NS'ZJNr I) D. TREMENS. (Diazepam) 7) DRUNKENNESS. ., segll ;o815 (3
2) H vro-GLycemia. (Glucose) 6) H vroxia. OLD AGE
G S RS ?) A . ENcEPHALOPATHY. 7) SUB-DURAL A ermaToma ATRIWAL TRAUMA

4) PSYCHIATRIC DISORDER,

/



AEPATIC ENCEPHALOPATHY

» CL/P of A. Encephalopathy

A

Ceinicas DiaGNosis
MAINLY,

LAR fNVEST.

TOCONFIRM LIVER DD,
NOT ENCERHALOPATHY

{

(T PT -1 Bitinveiy -4
Aigurin)

1]
2]
3

4}
5]
i}

> Stlages
AN

¥ Y
Pre-coma Coma
DeveriorannG 6L, i
ABNORMAL BERAYIOR — CHIDISHNESS. responds fo
EXCITED, painfiel Fonly.

DysArTyRIA FCROREA  ¥AWNING / HICOUGY,
FLAPPING TREMORS, “ASTRENA ™
HYPER-REFLENIA — HYPER-TONIA.

EARLY DIAGNOSIS BY

» GRADING OF H. ENCEPHALOPATHY

# PRIMITIVE TESTS %  LABS INVEST.

A
¥ ¥
MNumber
CONNECTION THST,

1) EEG =pETA W (5LOW
& Tamermupe)

2) VEP
i) Buooo NH,.

ConsmrucTional

Aprasia,

[} Sub-climical Jf INTELLECT AL FUNCTIONS,

| Apathy + Revensal of Sleep rhyrhim
+ Flapping v. + Confusion + Acimamion.

i Levhiwrey —=SRESPOND TO FERBAL &8 + FLAPRING T,

M | Stupor = RESPOND TO WIGOROUS &8 + HYPER-REFLEXIA,

v Coma:

4) Eaply = ... 1o pain
b} Late = X 10 pain.




TREATMENT OF H. ENCEPHALOPATHY

1) Avoid ppr. facTonrs.
2) PROTEIN RESTRICTION

3) B. Hora

4) Inkection (SBP)
5) ENEMA / 8hms. acc. To need.

6) Lactulose (10-30 mL/ 8 hes.)

U
“Doge & agusted o produce < emi-Soft

stooke /Doy’

% not => sever digrrhen =
El= 2 ocepiolopotiy”

Stop diurerics.

» NB: If sedavion is Necessary (violent pr.)

. e, A} Short acting BZD — Midazolam.
(3pmc danldaki ) = 0.6gm [ kg / d ) )
b) Anti-dote — Flumazinel.

Hag NEOMYCIN. 722400 & orroniry. QEsoeTe” 2.
" & Y e L-arthining, L-Aspartac

3~ Hoxacin,
CS or Cepro-Hoxacin (hEpAMEItI@) — \ blood NH,

““Non-absorbable disaccharide”

f—%

OsmoTic pURGATIVE Fermented 10 Organic A.

Y U
Release HY (Jf pH)

wlv_l_'lr

M+ H = W, -] 8 Ao

Wash bowels from
nitrogenous subst.

» RECENT TRENDS IN TTT. OF H. ENCEPHALOPATHY:

1) HAEMO-PERFUSION.

2) FLUMAZINEL DT HYPER-SNSTIVE BZD —R.

TTT. of hepatic Encephalopathy

3) BIO-ARTIFICIAL LIVER SUPPORT.

4) LIVER TRANSPLANT,

] D . AL

— 1 T 1T |
i Dier i Enema | ABS Lactulose.
1* ;;éJ L-ARNITHINE




LIVER FUNCTION TESTS

Syntheric functions

"compensated / decompensared"

s. Albumin

Tong 1/2 life = 14 -21 days”

Acute LD

T PI

"shorr 1/2 like"
| & MORE SENSITIVE

Chronic LD

Yir. K inj.

"Cirrhosis"
I,NQR.MT‘[ 'ﬁlblwml, ‘l’ s. Albumin NO RESPONSE ImprovEd
5O 115 18 bad IndicaloR " ifDecompensaTed”
bur may U
SEVER [oRM. | ~ |
Parenchymal | | Biliary Cirrhosis |
- LD ..soil | "Cholesrasis"
In Liver Cirrhosis; S
? PT in AVH 1
be Normal due To:
v Albumin + T Y Globulins FulminanT *
' . Decompensared liver
/| hepariris

T INdiRECT

= o e ——

&) BiliTRUbiN

4) PreGNANCY.

Cholestasis |

P — E

' 1) PT aler | N
'l Vi K iNj
2) s. Albumin. | N
?) Enzymes

v GT (4-6X)

' ALP > Trans. | Trans. > ALP (2X)

T Direct due 10

(>80% Un-conj.) ‘ (Conjugared)
: hepato- '
T Producrion V Uprake ObsTrRuCTION AN \L SECRI.;"ON
cellular D. 10 bile
T hemolysis Gilbert $ Cholestasis LCF  ———
"disconered ace. dursg (AR -1 plQMENT)
follow vp of viral kepariris” . _ &g
v hb ’ s : :
' Jaundice only | — : Diagnosis of
A1 Lilio NTRA-HEpATIC Extra-heparic
A ? b‘IhRUbw‘ | T 1. bilrubin only. ‘ P P Exclusion:
L TIRETICE: : IFb. e No Obsr.
_ V- lIVER ENZYMES, ) . . ¢ No LCFE.
I PBC" _ 1) Gall Stones.
Z) Heparitis. *
3) Drugs: OCP Z) pancrearic 1.
- ANAROGENS. 3) PSC. 1) +ve BSP

clearance 1est
— ~2) Dark pigment

LCF in Hepatocyre.
21 - =1
e | — -
Rotor $ (AD) |
| as Dubin J, bur

NO PIGMENT




=

LIVER BIOCHEMISTRY

hepato-cellular damage?! Cholesrtasis ?! Toral plasma pr.
TRANS-AMINASES T ALP + ... (Albumin + T y Globulins)
SGOT SGPT Ty GT "
ONO-CLONAL oly-clonal
"AST" "ALI" "MORE SENSTIVE" Normal I Gl o
1) Cyroplasm+ Mitoch. 1) Cyroplasm only. I'IEpATi(l: E’T'GllN NON"'I'lE_DATiC MuLTIPLE MYELOMA 1) Liver D. (Cirrhosis)
I X A : - i » ri. e
2) Nowespecific (T e M1y 2) Sp./ Sw. (Nowwsl ALP + 1y GI) d "OTHER SOURCES §§ by e
3) shorr 1/2 life. ) long 1/2 life. abscence of H-C dawage. of AL P! : 1 phLs
() by Alcohol intake, ) . Old male.
- bony aches.
> so ALP ... — | - ESR >> 100.
in Early onser of Recovery 1) Bone: . Toml PP. IMMUNO-ELECTROPH.
used for Follow Up. : e Pagei's D. (ALP = 10X
P Mlld T MﬂRkEd T - h:EIEIII:PTH(. :
® Rickers / Gr. child.
1 Ce - ® hiealing fracture. (Tessic T 1) IgG — Chronic Acrive hepariris.,
D mild | or N — Ch. hEmeHS' M.Ild FDFEM |NTRA-—-|—IEpATiC EXTRA-'l-IEpATiC & CBOGENIC BORE LANCER 2) IgA — Alcohol heparitis.
or liver Cirrhosis. e *CRF — ROD.
Obsr. Biliary Obst. | _ Ly € innkoss
_ ﬁ - “ 2) INTESTINE. W * ‘
D 1T 3 -5 times —> Ch. heparitis. "sever form %Y. DlACENTA (BREGNANGY) 7) IgM — 1% Biliary Cirrohisis.
AReNChymal LD o - | = e e e S ——
3} 77T upro 1000 —> Acute hepariris. - e Cholesiasis f‘f‘;
| ® hepariris. * i . Orlier Markers:
NB: in All Liver Diseases: g licansie Mprsscae e CBD Obsr.
i ‘ P 1)  Viral markers
o ALT > ASIT EXCEPT IN Alcoholic (AST ‘Z‘? ALT) | e Amoebic liver. e Cancer Head. 2)  AuTo-IMMUNE markers
\ °7 Alcohol — »LB!, 5 4 ALT SYNTHESIS. | e Lieparic infiliration iN 3) Tumor markens
ukemia & lymphoma) ~ ALP s Tl ) Chnlesrmnl_ﬁ level : oi: bt o Desv Canboxy PT
“f--,r T ALPWP .1_1(ALP ~ 4*'6)(_:._:_:;1) Do T . S~. Bur Nor specihic. Specific
:EES'—}QX) | 2) PBC | T | Done every 7-6 ms, In Nor sensmve,
( B 3) LCF ! | Cirrhoric pr. for follow up.




Lab values for Liver InvesTigaTiONs

1) PT 10 - 14 sec.

2) ALT/AST

0-372U/L

7) ALP
4) Cholesrerol

20-172 U /L

120 — 240 mg/dL
(Recommended < 200 mg/dL)

7) Toral plasma pr.

2—-%mg/dL

6) s. Bilirubin

0.3 — 1 mg /dL

0.1- 0.3 mg/dL
0.2 - 0.7 mc/dL

< 27 ng/ml.

Sensitive bur non-specific.




NEPATOTOXIC DRUGS

e Acure heparitis

Chronic heparms

Halothane.
INH, Rifampicin.

Methyldopa.

Nmrrofurantoin - Fenofibrare,

o Cholestasis v Anabolic steroids. Phenothiazines.
@ OCP! TCA
v Oral hypoglycemic,
o Famry Liver v Tema-cyclin. AmiodaronE.
v" Na valproare -> (anti epilepric).
v Steroids.
ﬁ
o Heparic Necrosis v Paraceramol (Toxic dose > 17 gm). |
v Carbon Temachloride.
v Amanita mushrooms.
e PEI.iO'SES I'lEPATiS v -ANAbOl.iC STEROidS.
A OCP,
| o HypERSENSiTiViT)f v Allopurinol. Antithyroid drugs.
‘ v Sulfonamides. Penicillins..
v

o Budd chiari $
e AdenNnoma

o Hepatoma

Drugs Causing Jaundice= heparoroxic + Drugs causing haemolysis.

; : - }

i

v E - Anabolic steroids

v

Phienyroin.

Danazole

OCP:

Cholestasis
Pelioses heparis

Budd chiari $

Adenoma,

Direct Toxicimy

Idio-syncracy

e Predicrable.
¢ Dose dependenr.

¢ Unpredictable.

e Dose iNdepeNdeNT — immune reacrion + drug merabolism

- Aceraminophen.
- Amanma mushroom.

- Carbon Temachloride.

- Halothane.

. Isoniazide.

- Phenytoin.
- Na valproare.




Amoebic LIVER Abscess

I—%

Eriology

Clinical picTure
Insidious Onser ol

I—;\

AMGENA it COlON history of hepariris like
—> porral vein L.
- Ambiasis bur There ARE
—> Abscess in The Rr. lobe
due 10 THE STREAMING EffecT ‘
I l. | DyseNTERY. ' 1) Severe Toxemia + pain iN rr. Hypochond.

= Anchovy sauce

NEecCRoTIC TISSUE +
RBCs & WBCs +

Amocbat in The abscess’s wall

INVESTIGATIONS
1) TALP.

Abscess conTeENTS CoNsTipATiON &
diarrhea

2) IntercosTal Tenderness.

) Tender fist percussion.

' 4) No Jaundice ....only if severe infection.

/ Jaundice + Leucocyrosis:
1) Amoebic liver Abscess. “Neutrophilia”
2) Leprospirosis. (&)

?) Asc. Cholangtis

4} Fulmininar liver Failure — Necrosis of liver

(Gall Srone — CBD Obst. — Stasis — Inkecrion)

~

|

2) Sonar — Cyst — Aspiration — Anchovy sauce.

F ML eucocyrosis — “Neurrophiilia Not lymphocyrosis’

4) Rr pleural effusion by X ray.

‘ Treatment of Amoebic Liver Abscess

———

Flagyl + ABS
(Infusion 200mG/8hrs)

Aspirartion if

LARGE AbscessEs.

L efr lobe abscesses.




Oulminant Hepatic Grailure

‘Acure Livir Iallure — hiepanic enceplillopaghy + No ppr. acrors In < 8 wis!’

1) Vil — HBY + D - C - E (with pregnancy)

2) Drugs — Paraceramol Toxiciry (>12gms=30rab), INH.

?) Alcohol Toxicity + AMANITA pOiSONING.

4} Acure famty liver of pregnancy.

7) Reye's Child <Zyns. dr Aspirin in A child with viral infecrion esp. chicken pox.

6) Temacycline IV especially during pregnancy
7) Wilson's disease.

m
—_

1) Liver funcrions
A

e [PT
A

o Bilirubin.
o s, Albumin.

2)  hepato-cellular damage — T Transaminases,

7) US —  liver size.

4) EEG — grade of encephalopathy

7) lIsorope scan —> No uptake

6) of the cause —> viral - autoimmune mMARrkeRs.

TREATME

A) Treatment of h. encephalopathy. (as before)

b) Trearment of Complications

Copliosion | G |

»  hypo-kalemia Diurerics. — KCI110-17 gv/d
Clucose — insulin release

Hemorrhage V' coagulation Factors - VirK + FFP

Infection v complement — ABS

Hepato-renal Failure Lacric acidosis —> NaHCO,.




ImporTANT NoTes IN Liver

Liver histology:

1) Liver is divided into 8 segments.
2) ho cells — Vir. A & D storage + synthesize fibrous T.
7) Kuplter cells — bl. monocyres.

4) Glycogen storage is enough for 24 hrs. ....s0 Advanced LD — Fasting hypo-glycemia.

p. 12

pr. € T Transaminases

1) Viral Markers — hbs Ag / HA Ab / HC Ab.

2) Auto-immune markers —> ANA.

?) Cu + Fe'" prohle.

4) lusrory of hapro-toxic drugs.

p. 19

Carrier & Chronic Markers are Almost same so we diff. by....

1) CL/P

2) Transaminases.

7) Pathology by biopsy.

Orhier heparo-mropic Viruses

HDV

"NoN-pATHOGENIC =
Incomplere RNA"

1) HDV

with HBY Ontop of HBV ‘
e HD IgM +ve HD IGM
+ve HB ¢cIGM +ve HB clgG
Co-infecTion . | .
; taiidindidis Super-infection
Fulmination

2) HEV = A 4% + fulminaTion iN pregNancy.

3) HGV =

HCV.




p. 21

Just palpable Spleen = few cm BCM.

1)
2)
3)

1)

5)

Typhoid —> Widal resr.
Brucellosis —> Br. AgglutinaTion TEsT.
IMN  — paul-bunnel Test + mono-spor + EBY Ab,

IEC > Echo (Trans-oseoph. For vegitations)
— Bl. Culrure.

Yiral hepanimis — Transam, + Viral Markers,

Non-heparorropic Viruses:

CMY IMN herpes Simplex

p. 26

IMMUNE-CcOMP. EBY IMMUNE-COMP.

sore THRoAT + ..

—t

‘ Jaundicr ‘ pallox

‘ Heparitis

Inma-nuclear Inclusions. e Amypical Lymphocyrosis. Marked 77T Transam.

giant cells. ¢ Paul-bunnel — Mono spor
(hererophil Ab)
I (M/C)

Gancyclovir. No specific mim.

Pr. Complaining of Easy fatiGue

1)
2)
?)
4)

Blood — CBC.
Liver — SGPT.
Kidney — s. CreaTinInE.
Pancreas — RBS.

p. 24

Child classification of Cirrhosis = Funcrional stare of 1he liver

1)
2)
)

A | B | c

z




p- 26 haemo-chromarosis

Causes T Fe absorption rom Sl In
absence of mucosal block.

CHA + Repeared bl
Transfusion, (Th. Major)

In RES — less damage.

Pancreas Is spared.

Fe dep. | In parenchyma —> sever damage,

Pancreas is aAffecred.

P 47 Facrors T Risk of Alcoholic

1) F>M HBs Ag HIA ass.

2) Dose & duration. Malnutrition. Immunolog Mech.
PERR Blood & Liver

1) Alcohiol LD — Macro-cyrosis Non-Mgalo-blasric.
2) Chronic LD — Macro-cyrosis.
7) Chronic Advanced LD — Acanthocyrte.

i Chronic hrching
1) 17 Biliary Cirhosis — ALP & y CT, 4) Levkemia  — CBC
2) Uremia —> KFTs. 7) Lymphoma — if Alcohol intake.
3) DM — BL Sugar. 6) Polycyrhiemia — if hior bath.
7) Hemolysis — hb + D. bilirubin.
p. 40 Liver D + Arlmropthy
e Viral - Auro-immune heparms.
e Haemocromarosis - Wilson's D - 1% Biliary cirrhiosis.
1 DD of 1t Biliary Civskesis PBC & PSC

PSC = 17 Sclerosing Cholangiris

AutO-IMMUNE, Auto-IMMUNE.

Intra-heapric obst. Only. InTRa & Exira-hiepanic Obsr.
—> Biliary Cirrhosis.

Sex Females. Male = females.
CL/P hiching m Jaundice. Irching B Jaundice.

InvesT. +ve AMA. e .v¢e AMA
e +ve ANCA as Wegner's Granuloma.

Un-sanisfactory bec. v. aggressive

(Steroids + Liver TRaNSplanT)




hypoxia & Cyanosis dr

|) Falior. Chest il\lf.‘
2) LISENGMNGER'S. -

3) IntRA-pulm. shunts

r———
- usually rResponds

10 O, THERAPY
exCept ARDS.

mix ber. A-Y blood

S
Doesn't Respond |
10 O, THERAPY

>ibro-lamellar (_arcinoma

. 61

o Variant of HCC.
o young age with No RF. (no cirrhosis or HBV | HCV)

o INnvEST:
a) ~ve oFP.
by SONAR —> #PLRLEHITC LEASION
c) BiOpsy —> HAUIANT HEFATICHTES (H DESELAMELAR FIBROHS T STROMA

o Berrer prognosis Than hepatoma.

‘Hepatoma Markers

s TTT oFP —> hepatoma only.

b) ¢ FP + CEA — 2ry memasiasis IN liver dr Colorecral cancer.

oatty Yiver (hepatic Steatosis)

bver ++ ot hepatic ingittadion e newtrol gt

Macro-vascular: good Micro-Vascular; —> Fulminate Failure
a) Alcobol. a) Aculefaity liver of pregnancy,
b) Obesity. b) Reye’s §.
¢c) DM (Type ) ¢) Teracyclin ioxicity.
d) TPN

CL/P

1)  Of the cause.

2) Enlarged tender liver — Ri. Hypo-chondrial pain.
3) Fulminaie failure in the above causes.

1) of the cause — eg Bl Sugar.

2) Sonar — enlarge bomog. Liver.

%) Biopsy — diagnostic (but not needed)
4) Trans-Aminases —> mild T

&l

1) OfF 1he cause, + Resmiction of far + CHO,
2) Lipomopic drugs + of hulminant failure.




p. 68 Jaundice

Gilbert $. (Un-Congugated) Hemolytic.

Wilson's disease.

Gilbert's with fasting.

Crigler Najjar $. {Conjugated)
Dubin Johnson$. (Conjugated)
Inherited hemolytic anemia. Cholestasis of pregnancy.
Wilson's disease. Gall stones.
Hemochromatosis. Peri-ampullary carcinoma.

Cholestasis of pregnancy.

Painful Jaundice Painless Jaundice

1) All familial jaundice.

Calcular jaundice {Gall stones).
Hepatitis. 2) Any type of cirrhosis.
Cancer head pancreas

Congested liver

Hepatoma, fibrolamellar carcinoma

Liver D + pleural effusion:

1) Amebic liver abscess —> Rr. pleural.
2) Cirrhioric Ascites — Rr pleural.
7) Cirhliotic Ascites + Lr. sided eff. — TB if DM + pneumonia.

4) Cirrhoric Ascites + Bilareral eff. — hypo-protenemia.

p. 72 SUBYP = Sub-_Acute (JJacteral Peritonitis

CLP
CA E. coli — Klebsiella — Entero-cocci.
Roure Blood.
InvesT. « Aspiration > C & S.
e WBCs in Asciric fluid > 500 /w* (> 250 PNL / w’)
TIT. 7 G CS.




S “Veccutor Sver<D

Porral Yein Thrombosis Budd Chiari $

1) Polycyrhemia. heparic V. Thrombosis dr ( Jass o)

2) TumORS (pancreas / hepatoma) 1) Polycythemia Rubra Vera.
—> compRress PV, 2) OCP.

7) Umbalical sepsis. %) Hyper-coaglubal state.
(V AT-lll & protein C, )

4) PNH. “complement”

. CL/P 1) PH..... 1) Rr. Hypochondnrail pain.
2) Transient Ascites (dr 2) Tender hiepatomegaly.
opening of collarerals) 3) —ve hepro-jugular R.

“No cong. Neck veins 1o dift.

lmrom RVF or TV’

Invest., | Duplex scan

TIT. 1) Of the cause.
2) heparin
7) Surgery in Budd Chiari $.

>  Veno-Occlusive — as Budd Chiari bur Cenral vein.

> Cardiac Cirrhosis — dr long standing RVF / Constricrive Peri-cardiris.

p. 74 DD of Enlarged Tender Liver (V. Imp.)

1) Hepanmis —> ENZYMES , MARKERS, ....

2) Amocbic iver — US....

7) Famy liver — US, ....
4) Heparoma —> US, AFP.
7) Congested liver RVF — CONGESTED NECK V., LL EDEMA.

BUDD CHIARI $ —> NO CONGESTED NECK VEINS.




