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Introduction

ACUTE HEPATITIS

00:00:21

Clinical features :

* Jaundice (eterus).
* Yellow discoloration of eyes, skin § mucous membranes.
® Urine, stool colour :
~ Dark urine + pale stools : Hepatic origin.
= Normal urine colour : Unconjugated joundice.

Normal color urine

uncoqjugaked
ht:)perb‘\l irubinemio.

'

Hemolﬂ‘cic worHup

-\Ve

Jaundice
|
¥
His’corlj, exominodion
Serum bilirubin Gotal and direct)
urine colour
Dok urine
hﬂperbilimbinemia.
y
exclude
hepafcobiliarg e
disorders l

l

Hemoh:j’cic anemio.

ugTIA gene anal}jsis

¥

(+ TATA box ’ceshngp
Vitamin & a/ Fa de?xciencﬂ
evaluation

y

Hemo@colo% mesadoblas’dc anemio.
evoluodion Gibert s\gndrome

(‘,rigler hJanar s5ndrome

Paediatric Gastroenterology » v1.0 - Marrow SS Paediatrics



_____ Active 8pace.——- unconjugated hyperbilirubinemia. with negodive hemolytic features :
* gGilbert sgndrome :
- Presents in older child,
- Normal LFT.
- exacerboted in events of stress.
° Cxig\er r\logl‘)our SBndrome :
- Younger age group
- Type! ond type 3.
- Moy respond transiently to phenobarb'\’co\.
~ Definitive Mx : Liver transplant.

Jaundice due ‘o liver d53¥uncﬁon :
Acute joundice :

* Viral hepoed’c'\s.

* Drug induced.

* Systemic infections.

* Biiary sepsis (Cholangitis).

Chronic liver diseose :
* Wison disease.
* Autoimmune liver disease.
* Viral hepoditis & > .
* Cholestotic disorders.
* Budd-Chiari syndrome.

Acute infective hepatitis :

Hepokotropic Non Hepakotropic
e Hepofc'\‘c'\s A * Dengue
* Hepaditis & ®  Parvovirus BI9
* Hepaditis C . %’comegalox/irus, gpstein Barr virus
* Hepoditis D * Herpes viruses (HSV 1§ &
* Hepoditis € e Others : V2V, Adeno, HHV etc

Note :
* Hepoditic C * Allmost never presents like ocute hepaditis.
* Hepaditis D : Rare in children and ocCcurs on\5 it there is an underiﬂ‘mg Hep &
infection.
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Panda. et al SS.8 % - 303 % - 33.3 %
Delhi, 1989 (VNCY)
(n=4SL)
malothi et al 28 % S.7% 124 % a3 % -
Chennal, 1998
(h=1aD
Poddar et al, AS % 16.2% 1o % 8% -
Chandigarh, 3003
(h=113)
Srivastavo. et al, S2.1 % ©0.29% 12.8 % A3 % -
Lucknow, 4013
(n=120)
Summarfj :
* Hepoditic A : 28-6S %,
* Hepoditis € : T-1b %.
* Hepoditis & : 8-30 %
* Co-infection : 8-ak % (Also in enteric Sever).
® unknown: 33 % —= 11 % —> 35 % —> O %.
Note :
* Aways exclude HAV, Hev, HBV in all AVH cases.
* Anti HCV : Silent/ehronic coses.
* Complete evaluodion in all : Co-infection is possible.
* Test for NHvs (Serology/PCR) :
- ¥ acute liver injury + negative classical serology,.
- Choose as per clinical picture.
* in case of acute hepotitis B, ask for anti Hecigm.
Viral hepatitis 00:12:43
Tﬂpica] hepaditis A :
Work up *

LFT (Transaminases 1 upto 10 times the normaD.

® PT-INR.
* USE abdomen.
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Virus in Blood

__b,}. .........

)

. Virus in Feces
Transaminases

Symptoms/Jaundice

| — |

incubation Period Prodrome Icteric Phase Convalesent Period

igM = =|~eg
% :
=
g -
&
3%
2%
g
& '
Level of Detection <
4] 2 4 3]
Weeks after Exposure
Hep A course
&’dological work up :
Al poﬂc‘\en’cs :
° \Sm HAV.
e \Sm Hev.

. Hbsﬂg, \Sm Anti Hbc,
®* Anti HCV OnlB in chronic coses.

selected podc‘\en’cs/ i¥ above negative *

* lgm crnwv/eav/vav/vav/ dengue/ parvo/odeno virus.

Differential diagnosis of acute joundice :

. modar'\a/’cgphoid/ leptospirosis * wilson disease
* iliary sepsis (Cholangtis) * Autoimmune Liver Disease
* Liver abscess Rarely) * Drugs/toxins :

- RATT drugs

- Herbal medicines

- Poroacetomol

-

-—

Vonroodte/ other Antiepileptics
Amox—Clavulonic Acid
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| Acute Hepatitis - 5

‘; Specm O¥ hepa.ﬁﬁs ﬂ H M./d _____ Active space -----
‘ Complicoted : 0'129968 Hepatotropic Viruses
e
. . . /)
Hyperacute liver failure. ACute virdl oy
* peute liver failure, hepatitis

* Lote onset hepoecic failure.
* Acute on chronic liver failure.

Atypical %) : . ‘ N \cute Liver
* Hepadic
- Prolonged cholestasis.
- Relopsing hepaditis.

- Ascitic form.

Failure

- Autoimmune ’cr'\gser.
* extra hepadic
- intravascular hemol\njsis, aplastic anemio.
- Immune +hromboc5’copenia.
- HLH, quillian-Barre 53ndmme.

Spectrum of Hep A

- Tronsverse mﬂeh’ds.
- alomemlonephri’ds.
= Myocarditis, myositis.

| TB/DB:19/8
N—— | AST/ALT:756/10 |
. TB/DB:16/9 | | 99 |
| AST/ALT:1677/2 | : INR:1.8 |
M |
-5 epeys | (comedtable)
AST/ALT:256/ | . A\
R
P N\ i / " . Uncomplicated
i / “.No ascites
il N\ / ‘No ‘
] : ' encephalopathy
. ‘\No pruritus
Jaundice > 3 months | = :
————— | Relapsingcourse | |NormalLFT\ |
| Prodrome 5d | peng ¢ Clinically non\m! 5
Onset 1mo 2mo Smo
Hep A disease course Prolonged cholestasis
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6 Liver

————— Active space ----- < 3- 8 weeks >

* Rscites : 13% (High SARE)

* Clinically detectoble : 38%
* pscitic Huid infection : 1%
* Pedol edema.: 33%

O Hgd.ro{-\-\omxwéf%
* Duuretics : 44%
fscites * Complete resolution : 100%

AVH with ascites

Lote onset hepatic failure : S-1a weeks (] Chance of ascites § encephalopothyp.

Introvaseulor hemo\gsis :
Couses:
* &LPD deficiency * 3%
* HAV associoted autoimmune hemo\gs\s.
* Presenting feature in ©.1% coases of wilson disease.
* in all Wilson disease : 33%.
* wilson with ALF : 8%.
* Autoimmune hemoltjs'\s in AR : 25%,

very h'\gh bilirubin
Hemoglobin Pigment ASTYALT
nephropathy "'Sh LOH

H‘ssh Retic count

Hish plasmo. hemoglobin

Prodrome Cola. coloured urine

13 weeks

intravasculor hemo\5sis
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Hemadologicol manitestotions of acute viral hepoditis :
F\p\astic anemio : S-1% Present o8 hepof\‘ds ossocioted aplasﬁc oanemio.

HAV : £ 2% coses.

Hepatitis to oplastic anemia. : 63 days.

Bdolescent maoles.

CO8 T cell medioted am suppression.

S00d. outcome with sm ’cmnSp\an’ca’cion.

F\n’ci-fEn&mocg’ce globulin, eyclosporin.

HLH.

Innnune ’chromboca’copema.
\g& glycoprotein o/ o

Thromboca’copeniw a.b%.

Leukopenio. : 1%,

Other odc\ljp'\cal manifestotions :

Guillion—-Boyre sgndrome.

* mononewritis mul’c'\plex. s ex\omeru.lonephri’c‘xs.
* Transverse myelitis. * Cryoglobulinemic vasculitis.
° mgoskhen\a grovis. . Anﬁphospho\'\pid an’cibodg sSndrOme.
. Oardiomgopoﬂcha. s glLe,
. m5osiﬁs.
Classical viral hepoditis (144 Aeute viral hepaditis Complicated viral hepadttis (3.9%)
ofute ond ocute Late oncet hepadic
iiver Saiure (9% Solure (8%
oo
v Decompensaﬂcedc\-ronic
liver disease
Wwojham@m) Aeute on chronic fiver
/ \ foilure
l l intravaseular is (21D
Prolonged cholestasis () Relapsing hepatitis vy with ascites () oo
Familial intrahepodic futoimmune hepatitis Decompensad ic : "
cholestasis i hepa*s liver disease futoimmune hepoditis
Sclerosing cholangtis Familla intrahepatic - fewuke on chronic fiver
brug induced iver njury | | cholestasis Yolure

Peute pancrea’d’ds.
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_____ Active spate Tropical infection :
Present like viral hepaditis.
* High grade persistent $ever (Look for HLH also).
* /w:
- Severe anemio.
- Conjunctival redness, oligurio.
- SKin rash, plasma. leak.
* Lobs:
ThrOmbocchopen\a.

\

\

mMinimal to mild icterus.
AST > ALT, < 400-S00 /L.
High CPK, LDH.

\

\

Note :
Chareot’s 4riad : Jaundice with high colored urine, right hﬂpochondr‘\od pain, fever
with chills.

Ditferential diagnosis of cholangitis :
* Choledochal cyst.
* (CBD stones.
* Sclerosing cho\angi’ds.
* Carol’s disease.
¢ 6‘1\10&5 oscariosis.

General treatment of AVH :
* Reassuronce.
* Normal diet; plenty of Sluids.
* No medicotions needed (in majority).
* No restriction on diet.
* No bed rest needed.

Suspect underlg‘ms CLD with acute joundice :
* Prolonged his’corij, FTT.
* Positive ¥ami\5 or past history of liver disease.
* Decompensadion (Ascites, encephodopodhg).
®* Firm organomegodg, CLD s’cigmcx’ca.
* USG: Coarse echotexture, nodulour‘rtg, collokerals, splenomegodﬂ.
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CLDs with jaundice :

Viral hepaditis : HBV.
Autoimmune liver disease :
- Al
- Overlop.
- PSC.
voscular disorders :
Budd~Chiari syndrome.
Cholestodic diseases :
- 6ihour3 odresio.
- Progressive familial intrahepotic cholestasis (PFICS).
- HRlgille sgndrome '
- Fibroci.js’cic diseases.
Drug induced/toxic fiver injury,

&ﬁolosical po’mters :

Virol Hepoditis : Previous BT/injection use/tottooing/surgical procedures,
%milg history,
wilson’s diseose :

- Recent change in behaviour/school performance/handuriting,

- increasing pallor; cola. coloured urine (Hemolysis), family history,
Autoimmune disease.
Recurrent joundice, rash, joint pains, redness of eyes, increasing pallor; cola
coloured urine.
Cholestatic liver disease : Pruritus/joundice.
Vasculor disease @ Ascites + joundice.

Hepatitis B 00:39:13
HeV infection in children :
fqe of infection Rote of persistent
Perinatal period(mother HBsAgH) > 90%
HE&eAg + 30%, (Risk of FHF in precore
HBehq - mutant mother)
Preschool age (1—S yr) 30-30%
school aged (5-1s yr) %
Adult | — S%

Paediatric Gastroenterology » v1.0 * Marrow SS Paediatrics
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Pathogenesis of HeV : r = :
Subeling Fulminant
* interoction of HBV With host immune hepatitic E e ppo | :

system and causing damage to :
hepo@cocg’ces. 790%

* manifestodion varies depending on the - sy y
modurity of immune cells (ﬂge). R e

Nodural history of HBV infection

Phases of chronic hepadtitis & infection :
De\oend‘\ng on the virus~host interaction.
L Immune tolerance : HBeRg positive infection.
a. Immune clearance : HBeRAg positive hepaditis.
2. Low or non replicotion phase : HieRq negoed\/e infection.
4, Phose v : H&efg negative hepoditis.

Immune tolerance phase :

* Charocteristics :
- Presence of H&e-Ag antigen.
- H'\gh HBV-DNA.
= Normal or minimally elevated ALT level.
- Liver &x : Normal liver h‘\s’coloatj or minimal his’co\og‘\cod ac’c‘Ni’cB or scan’rg

fbrosis.
* Persist for 10 to 20 years in perinatally acquired hepoditis e.
* Short-lived or absent in horizontally acquired hepaditis @.

Immune clearance phase

° H&e—ﬂg positive.

* HBV-DNR levels : Fluctuating but progress‘we\\j decreas‘mg.

* Serum HBV-DNA : > 40,000 IwW/mi (0s copies/mD.

* glevoked ALT. _

* Liver b'\ops5 : Moderate or severe necro-inflammoadtion with varioble amounts
of fbrosis.

* most of these patients acquire hepatitis B in late childhood, adolescence, or
odulthood.

Low or non-replication phase : inactive carrier.
* Heefg negafivity and anti-Hee positivity,
* HBV-DNA : Undetectable or low (< 2000 IW/m, 104 copies/mD.
° Pers‘\s’cervﬂ\uj normal ALT levels.
* Liver &x : inactive liver histology with o usualiy minimal amount of Rbrosis.
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Acute Hepatitis - 11

Phase IV : € negadive hepoditis.

®* Vo : Reactivadion with the w'\td-’c}jpe virus : HBe-Rg +ve stoke.

* Wb : Replication-competent HEV variants : Hee-Ag —ve disease.
— HeRg -ve with anti-Hee.
~ HBV-DNA : 3000—30 miu/mi (04— 108 copies/mD.
- ALT elevoted.
- Liver bx : moderote or severe necro-inSlammodion with variable

amounts of Rbrosis.
* \ve: inactive carrier may lose Hes Ag § developed anti-Hes but low titer of
HBV DNA persists — Reactivadion.

Occult hepaﬁ’cis B:
Presence oF HBV DN in the liver of individuols testing H&sﬂs—negoecwe with

currently available assays § o cuto®S value for serum HBV DNA (< 200 1u/mL).

Clinical importance :
* Reactivation.
* Blood transfusion in immune-compromised recipient.
* Organ donadion :
- Liver transplantadion.
- Non liver solid organ transplantodtion.

Goals of antiviral theropy :
l. H&eﬂs seroconversion : Decrease in viral replicoaion.
3. Normalization of serum aminotransterases and liver histopothology.
3. Prevention of progression of liver disease including cirrhosis and HCC.

Indicadion of treotment :
*  Durodion : More than 6 months.
* Biochemical : Raised transaminases 73 times the upper limit.
* Viral replicotion : H&e-Ag +ve and high DNA.
* Liver h'\sltologg : Diseose cxcﬁVﬂy.

Acute Hepadtitis & :
* Asymptomatic < Self limited hepoditis — FHF.
* Incubadion period : 45-180 da}js.
* Children < syrs : Anicteric acute hepotitis &.
* Prodrome : Anorexia, fever, nauseo, vomiting, myalgia, hepatomegaly.

Paediatric Gastroenterology » v1.0 « Marrow SS Paediatrics

Active space -----



----- Active space ----- * lcteric phase
- Joundice, dark urine hepakomegalg.
- Self-limited course.

- Qecover5 is marked bﬂ anti-HBs seroconversion.

Other causes of hepatitis 00:54:37

wilson disease :
Presentadion :
* Persistent hﬁper’cmnsaminasem'\a.
e ﬂsgmp’coma’dc hepoecomegodg.
e Fo@c’qd liver.
* Acute hepatitis (S %).
* Chronic Hepoditis (10-30 %).
® Cirrhosis.
* pcute liver failure (0 %).

Feotures :
* Any suspected liver disease
* Associoted neurological iliness.
* Positive ¥ami\5 history,
* Serum ceruloplasmin is low.

* eye exominodion for KF ring,

®* 34 howr uurir\arj copper.

Autoimmune hepoadtitis :
Feotures :
* Recurrent joundice.
* more incident in female sex.
* pssocioted ’chgroid, skin, hemolgs'\s, celiac disease conditions.
* Presence of other autoimmune disorders.

Investigodions $or diagnosis :
* Total l9&.
® OCT, retic count.
* ANA, ASMA, LIKM-I,
* Liver b'\ops&
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. Acute Hepatitis

Liver biopsy feokures: Active Space -
{15 o 5 :

Liver biop55
* micro and mogcronodulay cirrhosis.
* Lymphoplasmaceytic infltrote.
* Interface activity
* Pseudo rosettes.
* Confluent necrosis.

. &mper‘\po\es'\s.

Chronic viral hepadtitis :
* Any suspected liver dicease.
* pPositive ¥ami\5 history
. Hﬁs’-\g, Anti KB total.

® Anti HCV.
Cholestatic liver disease : _
Feodures : S
* Mching, pole stools. =
o)
* Associated vitamin deficiency;, eatr _ Alogille’s
. - . . Syndrome
» sh\m:} nails, lichenoid skin.
* Positive $amil5 history. - = PRACIfa
Investigodions : _ Pruritus (High &&TF)
* Serum G&TP levels. Portal Hypertension =) erc3
e s gpisodes of Cholangitis mmp | clerosing Cholangitis
* Liver b'\ops\\ﬁ.
. . . Age % presentotion of
Senetic-gasting, cholestatic liver disease
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Shiny noails ' Lichenoid. skin

Budd. Chiari 33ndrome :

mMossive ascites + joundice.

Dilated abdominal veins.

‘m\/es’ciga’c‘\or\ * USG abdomen + doppler.

Aeute : More of joundice and hepatic encephalopothy,
Chronic : More of ascites (Massive).

Dilated abdominal veins
oand Massive oscites
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e
DIAGNOSIS AND MANAGEMENTOF Active space -----
AUTOIMMUNE HEPATITIS

Diagnosis of ATH 00:00:19

Clues to AlH :
* Adolescent girl, relapsing joundice, Vitiligo, high globulin fraction.
* Other features to look for :
- Vitiligo, scleritis, acne, olopecio, hapoﬂwgroiouSm.
~ Family h/o autoimmune disorders.

Types of AlH in children :
L Type | Ak (AH-D : ANR and/or ASMA positive.
a. Tupe & AR (AIR-8) : Anti Lkm-1 and/or anti-liver cytosol type | antibody
(Arti-LC~D positive.
3. Autoimmune sclerosing cholangjitis (ASEY = Sclerosing cholangtis Large/small
duct) with A, cholestatic pattern of joundice.

Clinical presentation :
Feodures k- BiH-a
Female : male 3l 3:1
Frequency a/3 /3
Age Adolescents | Younger, infancy
Acute hepokitis 40-50% 40-SO%
Fulminant hepadic failure 2% as%
Chronic liver diseose 40% 3s%
Complicokions of cirrhosis § PHTN 10% 0%
Incidental finding of raised
hepatic aminotransferases rore pare

* Positive family h/o autoimmune disease : 40%.
* pssocioked autoimmune disorders (30%) :

- Thgro‘\di’c\s, coeliac disease, insulin-dependent diabetes, 18D,
haemolytic anemia, vitiligo, Behcet disease, Sjogren s;jndrome,
glomerulonephritis, idiopathic thrombocytopenio, urticario. pigmentosa,
hﬂpoparadﬂ'\\\jroid'\srn.
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Diagnosis :
* Clinical evidence : Recurrent hepatitis, acute liver failure, portal HTN/cirrhosis.
* Biochemical evidence : AST, ALT elevation.
* Immunologjical evidence : 1 Ig& levels.
* Histologic evidence : Liver biopsy (Trangjugular) to confirm the diagnosis and
*o evoluode the severity of liver damagge.
* exclusion of other etiologies.

Simph%ed diagnostic eriteria. :

Varioble Cutofs Points
ANAR or SMA 21:40 I
ANA or SMA 21:80 3
or Lkm 21:40 a
or SLA Positive
96 7 Upper normal limit I
> 110 times upper normal limit a
Liver histology (evidence of Compodible with Al [
hepatitis is o necessary condition) Typical Al a
Absence ot viral hepaditis Yes

Scoring :
* 20 —> Probable AlH, > 7 — Definite Al
* Addition of points achieved for all autoantibodies (Maximum, 3 points).

Problems with simplified diagnostic eriteria :
* Not suitable to the juvenile form of the disease :
- Lower titres of autoantibodies.
- Antibodies may be negative in fulminant hepatic failure.
- Does not allow distinetion b/w Al and. ASC.

Proposed scoring criteria (espPgran) :

Points
Varioble Cut-o%s i
Al RSC

ANA and/or SMA 2 304 | I
21: 80 a &
Anti-Lsm—1 or anti-LC—1 > HOH | [
> 180 a [
Positivett a |
Anti-SLA Positivett a a
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Diagnosis And Management Of Autoimmune Hepatitis - 17

PANNA Positives | a
9% 7 ULN | I
7 .80 ULN a a&
Liver histology Compadible with Ak I I
Typical of AlH a
Absence of viral hepotitis (8, &, &, 8V, Yes a
NASH, wilson disease and drug exposure
Presence of extrahepatic autoimmunity Yes | [
Family /o awtoimmune disease Yes | |
Cholangioraphy Normal a -a
Rbnormal -a a

Score 2 7: Probable AKX, 2 8: Definite AR,
Score 2 7: Proboble ASC, 2 8 : Definite AIH.

Typical histologjicol feotures :
* Lymphoplasmaceytic inflrotes.
* Interface hepaditis : Inflammadory spillover beyond the limiting plote.
* emperipolesis : Hepa’cocg’ces ensul%ng hepoecocg’ces/ macrophages.

* Rosette formodion.

Management of AIH 00:17:05

Complete remission : '
* Complete clinical recovery, normalisation of fransaminases, normal 1g& levels,
negodive or low titre 0% autoantibodies (ANA § SMA < | ¢ 30, anti-Likmi §

anti-LCI < 1+ 10) and histologjical resolution.
Relapse :
¢ 1 Serum aminotransferase levels after remission has been achieved.
* Incidence : 40%. (Need temporary 1 in steroids).
* Treok all children.

® Cirrhosis ot d‘\agnos'\s : 449, X0 BO%.
* most children remain c\'m'\cal\g stoble ond well on Iong ferm treodment.

* Upto 90% remission following immunosuppressive treatment.
® Low mortality

Standard treatment :
Prednisolone :
. a may/Ka/day (masimum ©0 ma/dayp, tapered over o period of 4—8 weeks
to a. maintenance dose.
* In ¥ & months : 80% decrease of aminotransterase levels.
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® Remission : ©O-80% b3 b—-13 months.
* Side effects:
- mild : Cosmetic (Weight gain, hirsutisny.
~ Serious * Osteoporosis, pathological fractures, raised 10P, glaucoma,
HTN, mellitus.

Azadhioprine
gventually needed in 85% of cases.
Protocol :

* Vory from centre to centre.

* 1§ the transaminase levels stop decreas‘mg on steroid reodment alone,
ozothioprine is added ot o dose of 05-a ma/Kg/doy after o few weeks
(Usually two) of steroid treotment.

* A combination of steroids and azothioprine $rom the beginning,

* Side effects:

— Bone marrow suppression : Check for TPMT, NUDTIS stodus to assess
risk.

= Hepa’co’cox‘\c'\’cﬁ.

- Infection.

- Pancreoditis, &l disturbances.

AIH with sclerosing cholangjitis in children (ASC) :
* Prospective study b/w 1984 5 1997.
* N=SS, Median age Il years (3.3 years to b years)
* S4 underwent proc’cosgmo'\doscopg and rectal b‘\0935

C,ho\angiogm\ohlj :
* Sclerosing cholangitis RS in 49% of AR,
®* 7% \nbro ond ex’cmhepoec‘\c bile duct abbnormalities.

° 229 Onlg '\n’cmhepoddc, bile ducts.

Treatment of autoimmune fulminant hepatic failure :
Limitations :
* Diagnostic ditticulties :
- Megodd\/e outoantibodies.
- Normal Ig& (S-30%.
- Histology : Risky to perform liver biopsy.
* Adults : Poor outcome (10-90%) with increased risk of sepsis.
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Diagnosis And Management Of Autoimmune Hepatitis - 19

* Atleast a-3 years of treatment.

* Normalizadion transaminase § 106 levels, negadive autoantibody (Or of moax
titre of 1: a0 for of least a year ¥/b liver biopsy,

* Successtul long term complete withdrawal of treatment was possible in 30%
of patients with AlH-, but not in AlH-3.

Liver transplantation :
* AlH accounts for a%-S% of poediatric LTs performed in gurope % US.
* Transplant rate for AH is variable, ranging from 9% to SS%.
* The reported S-year survival rote after LT for AiH is excellent (80%-90%).

Recurrence of AIH ofter LT :
* Steroid treatment (in small doses) is continued post transplantation to
prevent recurrence.
* meon time $rom LT to recurrence : S years.
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Fulminant hepatic failure of autoimmune etiology: JACtivelapace
Study of 46 children managed. in last IS years.
* 10/46 (33%) hod AI-FHF.
* mean follow up : 46 years.
* Type a AlH: b, type 3 AiM 4.
° Liver h'\s’cologﬂ 19,
* Treodment : 9 with steroids.
- Study:
Potient | Age | Sex | Diagnosis | He, | Steroids | LTX | Follow up, Outcome
o i e deoree Y
i 125 | m Al a Yes No 3 well
a bl F AiH-4, 4 Yes Yes 3.3 Qecurrehce
3 S9 m AiH- a No Yes b4 well
4 16 F AR-3 3 Yes (© Yes 45 Recurrence
S IS m Al 4 Yes No 0.3 Lost +o follow up
© 3 | F | AmW-a 4 Jes No o Deoth because of
encephalopothy
T ©9 m AlH-3 3 Yes (© Yes 14 Recurrence
36 | m Al 3 Yes No 1S well
9 123 | m AlH-3 3 Yes (©) NO 4l well
(o] 1.3 m AlH-a 4 Yes Yes a well
when to stop treatment :



