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Isolated Hepatitis B Core Antibody
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1. Isolated Hepatitis B core Antibody %d" 259 MIATIANL Anti-
HBc positive TINMLINT6T79 WU HBsAg way Anti-HBs

2. Occult HBV infection W3nady naesalsiny HBsAg Weiel
Wu HBV DNA a¢

3. Reactivation 289125 dusny ud msneAs mnwumTfisduns
HBV DNA >1 logy, Sfumsfistvaseonlzisiuothetos 3 whanen
Fads

4. Seroreversion 20¢12§ dusni ufl vanefls manduNMaTY
theinafinlduiudahy dusni Ul (Anti-HBs positive ez HBsAg nega-
tive) iawneldsudolay dusn. ulsnudausidapRdaiulaiu (Anti-HBe
positive, HBsAg negative, Anti-HBs negative) sud active hepatitis B
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157197 1 Uavendnasansiin reactlvahonﬂaﬂvl’si Ruank UUT%QU’]EW]vLﬂiUEﬂﬂﬂQNE}N 4]

Viral factors Host factors
HBsAg Combination therapy with steroid
HBeAg Rituximab-plus-steroid combination therapy
Covalently closed circular DNA Malignant lymphoma
Occult HBV infection Male gender
Genotype non-A (especially genotype B) Absence of anti-HBs before chemotherapy

Gene mutation of precore and/or core promoter Decrease Anti-HBs titers during chemotherapy

1. Viral factors

12 1
\/L@Lm
. 7 32 33
1.1 HBsAg positive 3NNV Lok Laeathe” Yeo  LaE Lau
1.2 High HBV DNA >10* copies/mL, HBeAg positive 1NT18U
.15 ! . . v v [ . .
289 Hui ~ WU reactivation ma@%‘; auant ‘uﬁ‘wamgj@m lamivudine
prophylaxis 1ungafid HBV DNA >10* copies/mL annnngufisl HBV
DNA <10% copies/mL (50% vs 10%, p<0.001) LLazﬁﬁjNﬁﬁ HBeAg positive
WU reactivation 989k% diuint ufannndnaaf HBeAg negative (45.5%
vs 17.1%, p=0.041)
. 34
1.3 Genotypes and mutation of HBV 1N3183%4283 Umemura
.35 ' ' L ' a —
LY Borentain WL genotype ﬁLL@m@]Nﬁ%ﬁNa(ﬂaﬂ'ﬁm@ reactivation
v v o A XK 36 A | 1A |
“Uad\l’ﬁ GUDNE UL FINDINUNUYDY Ozasa VIWU’NVLS\ILWEJGLL@] genotype

WYL precore mutation AfNasiaNiie reactivation Mgl
2. Host factors and types of immunosuppressive agents

2.1 Corticosteroid

~ 16 &2 Vo 2 .
ANLNUYa9 Cheng "'ﬂ/ﬂ\lL@Vl"m'ﬁ@Tﬁ‘]ﬂqLLUU prospective sl%
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taining regimen LLagﬁEjS\lﬁvLé’f steroid-free regimen W‘Ll’i?aqﬁamimimilﬁ@w
X . v o A LAY e X ! A My X
reactivation 99903 §fudnt uiilungaiilel steroid _sninguitlallel steroid
aehalsle éyma @ (73% vs 38%, p=0.03) UFNAUWLNNANALE steroid
§ remission wardiaTMITERTIn 9N leudendnhy dusn uifesd
U5znoufl 19NIDFIY Wadsa glucocorticoid FIMTLSUEN corticoster-
oid A WRemsisE e’ dudn ul
2.2 Rituximab
I AY o A g . . Yo c
\nennegiaanuviiiis anti-CD20 monoclonal antibody ¥ nenasss
damimAnsniio B cell asvh WiSanns mature B cells anadffussaziom
A A o ¥ o A 2 A .17
10de 6-9 1w uazndudh ‘sedutndluwnm 9-12 1Was Tull 2001 Dervite
.18 Aa . . v o o |
warlud 2006 Hui'® $189%m5iAe reactivation vadhd diudne uilunga
vy e L e 4 A S das
Filhefi &Sy rituximab S8 steroid Fawuile 12.2% TuansAnguilden
NAYAMLLBUNY reactivation 289h3 Gudnt UTiRes 1% uazan multivariate
analysis WUIMISNINEILMI A rituximab 987U steroid Wiuiladen a9
"¢y lumsifie reactivation 2a3la¥ diudny vl wenNil MeUm K58
19 a o v o o VA ,
Yeo'? wuMsiie reactivation 189k studny uludiaefidin diffuse large
B cell lymphoma mé’f%u R-CHOP %38 CHOP-like regimen I@awudwéﬂwﬁﬁ
reactivation 28415 dudnt uifunguAlédy R-CHOP vis™w (awil 1)
AN ZENYAKU Company AWM TN reactivation
v o A oV vo Ao o A . < 1
aa9h¥ dusn, vivdsldsuniinte @sAfl rituximab 1w wtlsznauny
A . . O Aa . ¥R
MUNA reactivation sluqﬂm eVN HBs Ag negative 16159 45% (50/111) Toerln
50 Mefi HBs Ag negative WU 11 7188 anti-HBc positive Wag 1 S188
anti-HBs positive lag/lddmsmiusindoyarasmsiions reactivation 989
[V VY] Al 2 AV v X . 20
¥ diudne uiludinefleédy rituximab Blumsemmes Kusumoto™ (@918
# 2) uazAnwLYDIMTAA reactivation uiile?l HBsAg negative (a1919

]
=

% 3)
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HBsAg(-) CD20+
DLBCL (n=80)

Anti-HBc(+)
(n=45)

Anti-HBc(-)
(n=34)

Treated with R-CHOP

Treated with CHOP

Treated with R-CHOP

Treated with CHOP

(n=21) (n=25) (n=16) (n=18)
[ | [ |
Hepatitis Hepatitis Hepatitis Hepatitis
(n=5) (n=4) (n=4) (n=4)

Seroreversion and
Elevated HBV DNA
(n=5, 23.8%)

Seroreversion or
Elevated HBV DNA
(n=0)

AMA 1 N54AR reactivation 28913 FusnL ‘Um%gﬂ’m diffuse large B cell lymphoma le

JuN33nWIEIE R-CHOP %38 CHOP regimen

LA o 21 A ] X

waztwRentiulunenuens Kosei”  iwudnlugile lymphoma 252
T8 NEINIGFULNTIN rituximab INGIE WUMT reactivation 2a9kS ¢
any vl 5 918 %ﬂﬁd 5 U9 anti-HBc positive (VLN'WLI reactivation GLW;\T
11y anti-HBc negative) Wag Kosei WaSineisiqwad rituximab
monoclonal antibody §a CD20 antigen %GWHVLG’WTGSL% neoplastic B cell
ke normal B lymphocyte I@H‘Llﬁa B lymphocyte venfidn antigen-
presenting cells (APC) lvun cps positive cytotoxic T cell FILNANT
nssnprasmsfiae s dudne uilueadsu deiwile rituximab ae
mavhh?iues B lymphocyte 84 3919 T-lymphocyte 13 13nsnawe

- X C oo o M s X

madiamarashhs dusn vl Smnhy Fadiaan
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A15197 2 AN WWUGI2NING HBsAg status WAz systemic chemotherapy lugtaefiiia
AMEHUANL UTHLSINAS EIsUN13S N AeeARUIURNS Rituximab (ZENYAKU

Company data)

Systemic chemotherapy HBsAg-positive (n=47)  HBsAg-negative (n=50)
Rituximab monotherapy 7 2
Containing steroids (R-CHOP etc.) 24 40
Not containing steroids 15 4

(R-CHO, R-cladribine, etc.)
PBSCT 0 3

A15197 3 anuePaINaiia reactivation aeliy fudny vl WnezasATIZAUSNL U

‘lmjﬂmﬁﬁ HBsAg negative

n Inci- Modified Data collection Anti-  Anti- Predisposing Mortality

dence incidence period HBc HBs factor

Hui et al 8 33% 12.2% Single institution, 7/8 4/8 Rituximab 12.5%

(Hong Kong) (8/24) (8/49) Jan 2001 to plus steroids (1/8)
May 2005

Yeo et al 5 625% 23.8% Single institution, 5/5 0/5 R-CHOP 20.0%

(Hong Kong) (5/80) (5/21) Jan 2003 to (1/5)
Dec 2006

Zenyaku 50 NA NA Multicenter, 111 411 Rituximab 50.0%

Company Sep 2001 to plus steroids

data (Japan) May 2008 (80%, 40/50)  (25/50)

2.3 Hematopoietic stem cell transplantation L&¢ organ trans-
plantation

NNTLNUIDI Wachs™ %@L‘fl% retrospective review WU de novo
hepatitis B nasmstlgneneaiene (solid organs) #Alersuan donor 8l anti-

HBc positive lagwulam  transmission ¢ @lunsditgnenadiu snnnt
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4. X A 9 Ay o - c
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saed 3 usvusiuehraaTass
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Chemotherapy
Cycle
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awd 2 {Uae HBsAg carrier naslsvadUuninuiasnunzSisangnvan szndnglwenasen
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aw# 3 U HBsAg carrier nasleisuLARURASIN 3 WieshwalsA non-Hodgkin lym-
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Pretreatment
HBsAg negative, Months After Starting Chemotherapy
Anti-HBc positive

2NN 4 ﬁﬂ'm HBsAg negative WaH anti-HBc positive AewlASU rituximab-CHOP Lia5nw
Large B cell lymphoma \S8R53aWU HBV DNA seninlamaftinmsei 6 uas
AHNFIBANTATIAINU HBsAg NSLiNHanes ALT W&z bilirubin desaNIinnne

suneideunauuaz elinlui m

f151971 5 52eZEN9 7] 299N15LAR reactivation 2091735 dusny vl

Phase Feature Diagnosis markers comments
1 Increase in viral HBV DNA, HBeAg, Rise of >1 log10 IU/mL,
replication HBsAg seroreversion
2 Appearance of ALT, symptoms, Rise of >3 times baseline,
disease activity jaundice indicative of more

severe injury
3 Recovery HBV DNA, ALT, Fall to baseline values may
HBsAg be cleared late

Hlasnnmniiang reactivation 2091y dusnt udud snagthands
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1. Hepatitis B carriers
HBsAg positive Lag61532any HBV DNA <2,000 IU/mL mavl,é’%fu
mMatloaimsifia reactivation 20905 leaemsWen lamivudine nauas
Guenedinte waylvsadiosaunisimeemnedindaudiothaton 6 Haw
2. Chronic hepatitis B
HBsAg positive Lag®333WL HBV DNA >2,000 IU/mL ﬂ'amﬂ@f
Suenedintaastesuendinly  lamivudine 39 entecavir nadayr
gasmasnen iy dudne uildaunssiisw amasnmhy siudne ol
mdihenefiazaly dusnt Ul anti-HBc positive Us HBsAg
negative Wae anti-HBs negative Lavflaasiany HBV DNA Faisenindu
occult HBV infection 33a7instiiieinefinizanaziniantiuwes (HBsAg
negative, anti-HBc positive, anti-HBs positive) Tuﬁasgﬁué’ﬂsiﬁl,m’mw
A Undlu ° % Ly z: = d; % Lo A o L% A dld
meUTidndFaan mSugthevis asnsthiladasldFusnefiihanioenas
£ AY o |€L 26 g X \/Lyq./ o
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[y > o i X | A A 2
freendinlis  lamivudine Mrew “udiesainmsAnmend Wands’,
.10 1 14 23 A R ey o o
Dhedin'’, Seth!", Knoll'* uaz Onozawa”™  finuidihevdsldFuenadithiie
A A~ £ AY o Aa . . A . . A
visnenAfanonenfiduiulagianziisl corticosteroid #3e rituximab %38
Ahefldumslgneuatusvislumsignealanszgnuazmsgnene solid
organ sinAmaisEwusadhs dudne uilawiang seroreversion e
26 o 1%
lumeauaey Lalazar™ 16 wawwmslumaasiadeansasuasmatiasivlu
fihengaills (nwdt 5)
Undnmsliieduhy dusne uild @30, 1 uax 6 1Wou “mIuENA
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HBsAg (<) HBsAg (-) HBsAg (=)
HBsAg(+) anti-HBc (+) anti-HBc (+) anti-HBc ()
l anti-HBs (=) anti-HBs (+) anti-HBs (=)
v I |
Check viral HEV vaccine Y
l‘jaﬂ (1st dose) Followup of Vaccination
(IIBY DNA) - ALT against HBV
l + (3 doses)
- Check anti-ITBs
Start anti- within 2-4 weeks
viral
therapy
regardless of [ ontiims o | [ antietiBs = | Normal ALT: Elevated ALT
HBY DNA No action
status® l l required
& Antiviral Check Check
therapy not HBY DNA HBY DNA
Follow ALT, required
HBV DNA / \ / \

l | HBV DNA (+) HBV DNA (-): | HBY DNA (1) | HBY DNA ()
Comol
Consider l vaccination
discontinuation of regimen
anti=viral agent at Start (2 more doses)
612 mur.lths after « ar:ti\-iral le Evaluate non-HBV causes for
cessation of th " liver dysfunction
chemotherapy crapy
*@rrently r led first line treatment: lamivudine 100 mg/d. For YMDD mutant consider adephovir or entecavir.
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011N hepatitis B marker”®
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v Z‘.I/ [~% (%3 2-.1/ v E% a Y o 1 2 [~3 1 (%3
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L% 6 ] [~% dl % (%3 % a o %3 2 =
3-4 “Uonwh aSad 3 o masanmsnedintaesyluida 2-3 Wa
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SraguuTenuas Lubel” 16 ﬁ;ﬂLm’mwaﬂamslmgmaﬁéﬁaﬂé’ﬁumL@ﬁmm
A Ay o Vy o i A A A .
mamﬂmmmﬂfg (MWA 6) I@manm@mmwmm HBsAg positive
YI9RNE) (‘ﬁd Dzﬂﬁ aﬁagﬂu immune tolerance phase Lia% immune control phase)
AITBNMISNINLLL pre-emptive therapy @18 lamivudine ¥3a1J14en anti-

HBV nucleos(t)ide analogue 1 “UeinauSuenafiinia wazans e
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Patient receiving cancer chemotherapy or other immuncsuppressive therapy

Screen for hepatitis B (HBsAg, HBcAD)
Past exposure Current infection No previous exposure
(HBsAg -ve. HBCAD +ve) (HBsAg-+ve) {HEsAg-ve, HBzAb ve)

HBV DNA detecta ble?J Assess for treatment or prophylaxis Start chemotherapy

Glinical assessment + LFTs + HBeAg+ HEV DNA +i- Liver histoagy
No Yes lr
Evidence of hepatic inflammation/ fibrosis
Patients receiving Occult ALT alevsted + HBV DNA >200001Limi,
P HEV significant fibrosis with detactable HEV DNA
immuosuppression or
TETELTELIE ZET Commence antiviral treatment
cell transplant n
{a= per local pratoocl)

(o] e oo
es
Commence lamivudine® 1 week prior to chemotherapy

= and continue for at least 6 months after chemotherapy or until
Moanitor LFTs, HBsAg immune system reconstituted
and HBsAb and HBV Menitor LETs and HEV DNA for 1 year

DNA during . L o ) )
che e e

o o o o v o o P U g -
AN 6 LwINNN5TBINBANSLAR reactivation 289173 Fusnt uuiugﬂmmaﬂmummm
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HBV DNA Laye37a lamivudine resistance Iunsdiffimsiiaiueas HBV
DNA 1 log;, twudRtaeiinafoe lamivudine A3iNeN adefovir %138
wWaesilen tenofovir ﬁiﬁﬁﬁzﬂ’m HBsAg negative WO anti-HBc posi-
. Y Yo Ao @ A 9 | . . Yo
tive wavardnsldFueniafihtinmne widaldenngy rituximab a23l6Ey
M37379 HBV DNA $n@37a%L HBV DNA at] m3léFumasnmnizumaien
NuUNanAifl HBsAg positive ¥nN@s1alawy HBV DNA a23l¢30mMIasia
- o d e Ao o 4 « 2V ia o
fomuathesaifiaslugreldueedihie  Zaluilaqifudalaifiuumen
Faunmstsragislumsamafiamuatngls ueaLaTa anti-HBs,
HBsAg titers Uaz HBV DNA luusiavsovmasms iafihiia nsdigihe anti-
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o Y d' L dll a a .
ﬂuqﬂmw HBsAg positive VL‘Ul,aﬂ madmﬁﬂam bNANIIE seroreversion
o A X 20 Ve a
Idmafesnnglussan uanani Kusumoto™ alé qulam 1o re-
activation #8915 dusny UITWUTU DIWLaDI hepatitis B marker
WALPMATULTIVDS immunosuppression whaawis JUuwmamatiosiuliche
(@mwA 7)

NsIfiA reactivation vovl$ sudnt uilugidosnlisuenagiiAuiu ulin
biological therapy

fagtiuims Fennaniduiuiifn biological therapy LA infli-
ximab, etanercept W% adalimumab snnAADINENITAMINTANTUF

1 408N UFI@PLE Crohn's disease UGHasaLNeIM reactivation 799
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E 24555 509" ;
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I 1275 " 12.2-255% " 14205 '
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:_ ________________________________________________ ]
L)
] Preemptive therapy by serial HBV-DNA meonitoring i
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negative
Immunosuppression

systemic rituximab plus hematopoietic stem cell fransplantation
chemotherapy stercids containing organ transplantation

A 7 lam \Aim reactivation 289135 Ausnt udea auzPag hepatitis B marker uaz
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% L% % A v A 1 1 [~
¥ susn, uidedllannwe ulwajifln case report
1. Infliximab
'auimﬁl%ﬂums%wﬂs@ Crohn’s disease, rheumatoid arthri-
tis, ankylosing spondylitis, Still's disease L% psoriasis Ae9udin case
37 38 4 -
report’  WAYMITIUTINTIENULDY case report . NENAUNATINALNYDIEN
infliximab 1 Tuudh¥ dusne viwudihefioglumsfine3dedy inactive
carrier 156 918 §¢iUdnL LFB3Y 4 18 Wu occult HBV infection 1 3¢
~ ~ X v o . O [
wazimsfiaiolnadhy  (delta virus) 1 318 9 21 Te Jihe 6 Muld
$uen lamivudine flasiuarlusimuiuinelofio reactivation e s
| a dl M Yo o 1% . . ! a . .
fihedn 156 Mefbildumsiiestiueey lamivudine wuifie reactivation
Ty (8 MufTundsldFumasnmeng lamivudine, 3 Meifinnazdiune
Ce#ie, 3 Mudiaamyaen inflikimab, 1 TWeL0) lam 1Ae reactivation
ga9h¥ dudn uiludilefléFuen infliimab wuysvsnas 50-66% N&
= Y N AV 2o A o @ Ao o & o 1 b . .
Wewiulugihefldueeditauuing sehdsmsihnes ¥ lamivudine
vy ~ v Yo X L. ~ @ [V Y A A )
TugihefiadiosldFuen infliximab Anufiunngl dusne ubiatiasiu
M3INA reactivation
2. Etanercept
X39 e <
fnonumsident™ deunh inflikimab shn leasnif case
report #9NMITIUTINTRYAINLITUMSIAA reactivation v03la¥
) A o v 2 2 < i X X 2
i uiwdsmsfenlugioe 7 1o (§ihe 5 endiv incactive carrier Hile
[ % L% [ d;glj % a 1 (% L L% ~
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A i . v A M v . X ' ~ v
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dg M Yo % 1 Ly a tdl 4% o
TuamsnuleslsldSuensnm) udithedn 3 enldsumsiiesiulauen
lamivudine 3wy reactivation va¢ha¥ diudnt uusiaehale Meamdui g1
eN etanercept 1¥N3OVNIAIAA reactivation vaak¥ dudn ulldquusa

1o8NNEN infliximab
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3. Adalimumab
40,41 o ) v o o
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Al A dasienNtaaan ﬂumsiﬂm;gmsmm@ reactivation JULI9
aehlsfiens wunmawennsilae EMnAeNE hepatic decompensation
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Endoscopic Management
of Benign Biliary Stricture

usnn @ uAND
051y USiseuna

1 sassuLaGua TS [SwenLafBa Ty

Benign biliary stricture (BBS) @0 neymadivnddusiuainlsad
lallgazse wulddaeay 10-15 aldanmaiy 1me uazmay uassiams

SnEnUanESIUIWT 111
AR

WNQYI benign biliary stricture (@519 1) lvniduna
W euiiAe g Ehda (postsurgical BBS) lagannzmanéie wAemgiy
(orthotopic liver transplantation) %@ﬁqﬁ@miai%aaaz 12-13 lagms
Nwﬁm@ﬁﬁ%ﬂﬁmﬂwﬁwﬁa@ (open cholecystectomy) WaZHIUININADS
(laparoscopic cholecystectomy) %@ﬁaqﬁﬁmimi%aﬂaz 03" uay 0.2-07*°
madei unaau liun merheasamadiwihaiugl “En (biliary-enteric
anastornosis) 21 we# W ldAenmanhéiaiinutesldur chronic pan-

creatitis, ischemic cholangiopathy, primary sclerosing cholangitis \InGT

-
-

Al Ia:us:INNUavNvIAULNARUAU

MUAUSLR LU TN NTDIMALAWN AR LT UI AN 1ATYeaIDINEN

WNANASNEN 8071188 LasNMILUNINTauoafan  IOLNLIMISNEYTI
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WUNAAUF ulane (distal CBD stricture) 18NIIMSSNHNMBAWING
AU 116 (proximal common hepatic duct 1138 confluence)
Bismuth heutsnadiudaasnadwihdasnidu 5 Ussnm (Bismuth's
anatomical classification) FUMWA 1
3 WaynaumsinmafiwihafusuLssnvifemsuenseslsasiia
" _ _ L4 ve o 4 A
W3 (malignant lesion) aanmian e W @sUmMsSnmfimang N dasan
I oo A I 4 I I {
Snasiodemnsaatiavasgihg ainmsfinmaas Al Mofleh® wudhigihed
- - _ o @ vy da 4 ~ A
fvaulseaiia malignant Anidupteniengsnn wagdszanns 62 U 1We
= o A . 2 A A A )
Feutiusaslsaaiia benign Feaedudaanie 53 1 uazli malignant
stricture ﬁm‘f’luu‘%nm distal common bile duct WDINITLALDINITLE A9
g 9IMTLIAVIaY AENae 14 WEReMIMADIILMLANEaTs  IMTUNG
MaIRsIMeRaLiAMs wuh seéu bilirubin 79 lflswaniweslse
)1 malignant Lwﬂumﬂu malignant $nagden ALP _In9NaN benign
| . A o o X . b
I@&Jﬁmmﬁaagﬁ 145 Lag 108 U/L MNAL Uananil msdnsnvas Saluja

Bismuth | Bismuth Il Bismuth Il Bismuth IV Bismuth V

MR 1 Ussangesmaiwinfiuaulag Bismuth
Type |:  Stricture >2 cm distal to hepatic confluence, Type IlI: Stricture <2 cm
distal to hepatic confluence,
Type llI: Hilar stricture but hepatic confluence preserved,
Type IV: Hilar stricture involves the hepatic confluence and bile ducts are sepa-
rated,

Type V: Type |, Il or lll plus stricture of an isolated right duct
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WU 5561 CA 19-9 D1atieuensaelsaeiia malignant 161 laeflen cut point
71 100 U/mL sluéﬂaaﬁi&iﬁmazﬁudauﬁamaLauﬁﬁé’m v athalsfienaen
MINA1IN sensitivity WNeNSpEAY 45 LAY specificity 3p8aY 88 Wi
NNMANH989 Choi wazank’ Ansaifnwuanenaissnosiiimasgosias
(CT abdomen) # "ansniivgsaelsefialom i malignant ¢ A9 086y
LALTAEIA LN IAEE 17.9 8. AN YaIHTisiavhaTiannn 1.5 8. Ly
WU hyperenhancement mawia{iﬁ 51,% arterial ¥138 portal phase %ascﬂa
289 Rosch’ ¢l @9E9ANN 11190209 imaging weiacafin lumsuansoslsn
Fananiheds (ansnedl 1)

aehalsfions deeuiuineunsdiosldanmsasian MaﬁLﬁaLﬁa (tis-
sue sampling) U3KID430EIAL m@ﬁﬂﬁiﬂuﬁwﬁﬁﬂé’m malfilasde (orush
cytology) mﬂ%ﬁmmz@@ (fine needle aspiration, FNA) M%amiel,%
Thnausaiaitels oy (biopsy) sutenahlumesmaitasedan
dadh namde sl (sensitivity) WeSasas 30, 30 Uy 43 MAEIFL
whenNd W (specificity) Az _sfs30e/az 100, 100 wag 90 NAMGUNENN
usiemnh lmsAtaseauinsuiuioaas e2mmnline ATEMaNIdTI
M wenanii Fukuda® lévihmsdnmiiadialee]d cholangioscope-guided
tissue sampling W whsafisens b lumsAtesuiuiesar 100 die

Feuiy ERCP Alenshlumsifasuiasiasay 58 ik

m1519% 1 Wisuiieunisnsiaifadslng ERCP, MRCP, CT waz EUS Tunisuen WD

ATIENLAWHIRFURY

ERCP/PTC MRCP CT EUS
Sensitivity 85% 85% 77% 62%
Specificity 75% 71% 63% 79%
Positive predictive value 79% 76% 69% 76%
Negative predictive value 82% 81% 71% 66%
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L2 %% (% < | 9: avl v !
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779 benign tounh 39 wlvnjinddumadaiau wonaniens whsnlu
maflasaNzSImafiuhe udlagiuteraudnesh Mmtaduindaaiinasa
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nN1sSnNuUn

MINEVRINAFLAUTIATIING (benign biliary stricture) Usznay
13 as (% aa A
MIEATIAN 2 AT A
1. MIFAFEMLAWNANUNIAUEIMT (surgical bypass) LE4
MIWeIa Roux-en-Y choledochojejunostomy En) hepaticojejunostomy
[~ U
1146134
[ & aAa 1 a 9: a
2. MINWAIEAT DINADINILAUING
PANMTVDINFSNENAU N ARUFUTRATITNAAEAD DINanIfa
. ¥ . o Y 2 . ¥ L
mab viosenenhd (stent) Whlylwmadwihd esinsmnuiaseingiing
. ;g 1 1 d‘ A d‘ [~
(multiple stents) Aulwisiazaanalaamaslszann 3 Wow waldums
o Y0 X v o y .
VENLVAMIAFUNG e T I@aam%mmumwmama@,rﬂﬂ@ (balloon
catheter) Twewnsgnhilsvenefifioslife 4 -12 ua. loaazuhaslignlile
- Z Voo o e e z y .
gengansaudume e ifuwna 30-60 317l USRINTIIINGILNT |
vosvinelumends aehelsfomumanserhdanandudunadasiie nanae
2 = d‘ | 9: a A [~ A 1 £
dasiimaduuwiasvinethdnne 3 Wwen Wim 1 1 ToawuNamasneN
Toemsl viosstnevianadis (multiple stents) IGHaANIINTE Vioszineiies
LR
.10 Y o =y o Aa 9: Aaa v A A [
Tocchi VMR NN NAM TSN IAUN AL WA AN
AIWIFA  cholecystectomy AREATNIRAGNLAUNANTLMIAKEINT
= = (% L% 4 aAa 1 1 % (% ::!Id ¥ A 1% A
WaUWLUTUMISNENeEAD 'a9ndad WU LRaMISNENTIa InaLAestuae
Loy 77 uay 80 TNNEIRL UATHALVISNFOULaIMISNIN lUaNeeTe 16
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1. MubwhasusuiRamansmsnide

1.1 maLﬁ%&ﬁﬁﬁné‘iuwé’amsmﬁmqa&ﬁ (post cholecystectomy
biliary stricture)

msmé’@qa{iﬁaaﬁ (cholecystectomy) MeATIIAMTNYIaY (open
cholecystectomy) Wa¢ 31 8Inaad (laparoscopic cholecystectomy)

snsane lAnuausNFauAn Methaluadusmesevmaduing ¢ (bile

duct injury) LLa:ﬁﬁ@@%@maqmmﬁd%uﬂam Aeviarhasiudi, (biliary tract
stricture) MaaNMemAs 1ol Strasberg wazany’ Nenuglidmsoivasms
AermedanamifeduléZoray 03 uag 0.5 udey

ML ASLANEENAAEINATIRA NaAe FasusrmasmsEhdn
Funfesunmesamaiuhfssniemsshéa LLazﬁdmﬁﬁﬂﬁﬁwﬁ%Q (bile leak-
age) TINE2E FofuomsrniAameln “Ueniusnmdomannee Toawuams
W a9 w19 1hevias uasinmuhsimefs@uwes bilirubin Wwag alkaline
phosphatase "mﬁaq'mﬁLﬁ@ﬁz:ym%umwé’dﬁuﬁﬂLﬁmmﬁumm@iamam
Foed lUidssmadnha eluarlfiAemaduhdneiden (ischemic
cholangiopathy) Mewad visaaaifinanwaie (fibrosis) %@ﬁﬁmﬁmama@
ms3nwsinliras

g mssnmn@aeds aandasuasl viosvinuhdiasnm
MadwhafudmEsmesndntldnaronined nuEEaTmIRen e
FamesnmSaray 70-90 71 1 T uaviidanmenauiuidosas 20 luda o9
I@mNaﬂﬁ%ﬂm%uag’ﬁmﬁummmaﬁaa@‘u WAZANMFANEYDY Draganov
wavami wuhmesnviahasinls Bismuth T wae T Winamssnmiia

AT Bismuth I IMEWLEATINTNaL 1a9N30Lay 80 way 20 eNaeL
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v 1
1.2 MILOUNAUAUNRINSNIAALURUUAY (post liver trans-
plantation biliary stricture)
. A ¥ . Lo A e @ A
NLYISNEaUFRYNIAUNAMETaINMIMTaLURaueUTIN 9wy
2 1 [~ | 9: aAa ] 901 dﬂll A a 9: a 1
ooy lihaaduioihddu vothdse vsaaznowlumaduihd waswum
A Y aa a v A v A | I A
madwhasudumsunsndeuninuliond o leauseanitu 2 tasnmda
121 v2hAfiuLSNLSaL§a (anastomotic biliary stricture)
LNAENNMARNTEIEATMSENGR 111 MSAIFANHMSEA1LYIaIn® (periductal
<t A 1% A . A | A A @ Y o
area) WuUSHNTN w80 tension Usnsaesiafisnnfinly Wudu dnwos
VLA AR ULUURITNAEA01NTHaraINIT0 AIGIueLAauLTn Lot
12 Y o X | 2 A P % aa a !
Verdonk'” lévhmsfinsnuh sndihedenmssesiathdfiussnusauss
gj A 1 % b Aada b A :ﬁl 1
FIUGLAIULSN ALADU UaIEaMISNINeNEAs ‘aendasnmulu 3 weu B9l
HAMTSNENANTINANARMSL. eememdsidaalfminsmnunhieyszanos
12-24 1fou aehalsian wamssnmlesnuludihunguiinen uag
1szanaidpeay 70-100
| 9: aa A A 9§ | . .
1.2.2 wammumnmﬁlﬂmama (non-anastomotic stric-
ture) SNARAINANLANALEADA (ischemic process) Weiladel” tsaaImsfio
Viaﬁﬁauel,uéﬂ’mmjmﬂ VL(élfl,m' hepatic artery thrombosis, ABO incompat-
ibility, graft rejection was CMV infection g nmzhnu ldiszanndasas
10-25 2aIVNIAWINAGL tazdndamsuazaImsy AmMAad-IFANNNIAT
A ::!I A (% A % £ [~ o 1
Wou leawmantsssnm 10 Whan dnsaansmsdudusnduanadumi
LaIasfALENINIT anastomotic stricture SuUINNULBeRa US1os hilar
. L 13 a Xo . .

WaY intrahepatic biliary ducts ~ MIALTAARINNY biliary sludge TIne2e)
Fatiaiugsh [¥h balloon extraction T@eL dB MI3nEThengsdienn
! . . 14,15 i o ' y
N7 anastomotic stricture™"®  Iaewundndldarasnadnmunun Aowae
185 1 WalurU anastomotic stricture #414IaRAY 67 Ju4 FINHIMS
MaU updsiamsSnwESatay 50-75 Fadninlunga anastomotic stric-

16
ture
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2. madwnaaueuilaildiRamaudamsanga

2.1 AUIaUANL SJL%Q%G (chronic pancreatitis)

Wuheeaz 307 aesgihesuseuin, vioSssiiviodhd uLimne
AU (distal common bile duct stricture) 236N ANNLNVDITOLAULTZIN DL
1.6-5.7 . %uagjﬁummm’mawiaﬁﬁﬁa%ﬂu Swheudau seufusieil
Aeanmsaassuas fibrosis LAY calcification lauanafivie laifemsu ag
Al Wasanmeeey usssemsnm@eAs sandasniumsuenadieyie
-f?"ﬂ 'Elwfml,auﬁ?a (endoscopic treatment with multiple stents) AIEN G
65" atumanndadsiaiiunmasnmvan Taef endoscopic treatment L
bridging therapy ﬁauﬁ%&h@f@

2.2 Primary sclerosing cholangitis (PSC)

Fulsefifimssn vBeSmewionhd sualiAnMsFaLTEe
gaaviodhidunsuthes 'mﬁa%imﬂmﬁu (intrehepatic bile duct) uag
MEUaNEy (extrahepatic bile duct) WEWLIDEFLUWAN (dominant stric-
ture) 398/8¢ 35-50 'fmélmyﬁﬁwuﬁviaﬁﬁu‘%nm extrahepatic MMNNTFNENTD
Ponsioen'~ LALAM WUIMISNeeAD '09ndad (endoscopic therapy)

ansavn e msE msseTmAY MIGAEaTRINIRWNG SYS biliru-
bin, ALP a2 GGT anadaensiltie ey (MWt 2-3) uonaNRteinmsdnmn
999 Arthur® WIS dominant stricture SsFreifislom saaFia
Tugae lunguilene ~o 16 lumsvh endoscopic therapy Tugitlas PSC
f9 w9 balloon dilation aehaifielee lsidiasl ' stents ol T short
term stents 1/5¢04 10 Sy Liasnmadnenaas Kaya” Wy msl '
stent &$aNYh balloon dilation lineliiReuselonifsda uaifina
uwnINFauMNMSA® cholangitis YA wazens end§ameunsilanon
yhtanmiatlasiumaiia cholangitis

2.3 IgG4-related sclerosing disease (autoimmune cholangio-

pathy)
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IgG4-telated sclerosing cholangitis W extrapancreatic mani-
festation 989 autoimmune pancreatitis I@H@T’ﬂ’i@lﬁ@mﬂmiﬁ{ IgG4 posi-
tive plasma cell Wae T lymphocyte 1 ¥ witaiflasoususeu uazana
WUTLSDL bile duct TMeRe  sralFReMsaudmasmadiwhaiiu Tae
Gﬁ?LLﬁﬂdﬁWUﬁam%L‘ﬁuﬁ main pancreatic duct e distal common bile
duct FemsfuRsumiamaiioaRanIdUgn (pancreatic head) U

NAYIL distal common bile duct I@Hﬁ\lﬂﬁﬁ autoimmune cholangiopathy
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T

Tsalungsilnon uasisnneiamsl# corticosteroid” ot endo-
scopic therapy ¢nemsh | stent ATUMIINNNIENIYRGuTRIMILAK
e liseesaNaManaL 489N corticosteroid™ 1yt

ﬂwﬁﬂé’ﬁ%wﬁmsﬁmﬂam (metallic stent) WanlFlumssnmn
benign biliary stricture desnniaastsandwnn S lumviiinomsas
wzlideadden stent Uaee) WaNINBEY 3NInENEIARlERs 3 Wi
wEs NSRRIy plastic stent A9iinmsviviolanzan ¥l benign
biliary stricture F¥nmennuardassnmifuszeznanng

‘ViaIam (metallic stent) ﬁag' 3 %1i@ @@ uncovered, partially-cov-
ered Wa¢ fully-covered metallic stents MIeNYad Boeckel”  1W3auiiey
uncovered, self-expandable metallic stents (USEMS) ﬁ’umﬂ% multiple
plastic stents ¢ single plastic stents 6]:% benign biliary stricture (mw*?'i
4-5) WU WaNT3N1284 multiple plastic stents #n31 USEMs Lag single
plastic stents NN I@Hﬁma%uam‘ﬂadmﬂ% USEMs m\‘m’h single e

multiple plastic stents SNNAITY WaTIALSATNAATW 9N stent occlu-

Clinical success (%)

AW 4 WSBuEuRanN1S3N benign biliary stricture fag USEMS, multiple plastic stents

Wae single plastic stent
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Complications (%)
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A 54-year-old Woman with Chronic
Intestinal Pseudo-obstruction
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nEsdnanfaneitasiag  Tanfumsdamaangssnivaaiusvey
Aaounnd “uflwgmindu complete colonic obstruction Hihedslé¥ums
WNIGTAYI explore laparotomy &% loop transverse colostomy I@ﬂ(ﬁ(ﬁ@%ﬁ/b
o130k sigmoid colon ¢ waNNLIMENERAAIEELIS colostomy b
AaD0

6 “Uawi PTA thavieuasad dreuiviasiosdreds thadauu
(% AV v & 1 [~3 z K
wne laifld ehesanléma colostomy usiamsthewluannau Sasnlsmentng
PH: U3, shanuseden uloussfanaann UG 'ﬁmi%’uﬁiwmaﬂm sy
Personal History:

4 . 4

Taida 3 i v

FH: biflyeealaluaseuasifiomadwdentudihe U suseifissouns

Toalsnluasauasy

PE: V/S: BT 37°C, PR 80/min, RR 18/min, BP 100/60 mm Hg
GA: A cachectic woman, well co-operative
HEENT: not pale, no jaundice, no thyroid gland enlargement,

impalpable cervical and supraclavicular lymph node
Heart: normal S;S,, no murmur
Lung: normal breath sound
Abdomen: mild distension, midline old surgical scar and trans-
verse colostomy at right paraumbilical area, no vis-
ible peristalsis, impalpable liver and spleen, no as-
cites, hyperactive bowel sound
A 4xb cm-sized, tubular mass could be palpated at
left lower quadrant with firm to hard consistency and
mild tenderness. The mass was not movable.
Extremities: no pitting edema

Skin: normal
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PR: impact feces, good sphincter tone, no rectal shelf

N190153a9929Y LGNS

CBC: Hb 12.4 g/dL, Hct 38.2%, WBC 10,600/mm?® (N 80%, L 13%, M
16%, E 0.6%, B 0.4%), platelets 291,000/mm?

PT 8.66 sec (9.14-13.24), INR 0.98, PTT 30.28 sec (26-37.1)

BUN 10.4 mg/dL, Cr 0.5 mg/dL, FBS 120 mg/dL

Na 136 mEq/L, K 2.8 mEqg/L, Cl 98 mEq/L, CO, 28.6 mEq/L

Ca 9.8 mg/dL, PO, 3.6 mg/dL, Mg 2 mg/dL

LFT: TB 0.6 mg/dL, DB 0.1 mg/dL, AST 24 U/L, ALT 15 U/L, AP 71 U/
L, Alb 4.1 g/dL, glob 3 g/dL, Cholesterol 216 mg/dL

TFTs: FT41.49 ng/dL (0.78-2.11), FT3 2.6 ng/dL (2.3-6.9), TSH 3.24 mU/
L (0.2-3.2)

CRP: negative

Anti-Scl-70: negative, ANA: positive 1:80 fine speckle type, anti dsDNA:
negative

UA: normal

Stool examination: hard stool, no gross blood, no parasite, no WBC/RBC

Fecal occult blood test: negative
anus1y
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eeeisedd recurrent pseudo-colonic obstruction LLazL@EJVLG’T%‘]Jm‘J
WIFTALAI3INTLYN colostomy AINMTEITINTWMBEIWURaUNNAN YIS

1 :ﬁl [l [~ 2 A o b2 1 1 % ‘ﬂl b2 % 2-,4/ ::D:D [
Temzshasduioutsnudl” weilld wnsnatudeudanld QENE A

flatheigaanazaanye colostomy (9 esMagaduvasinl “shagiuuyy
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AAGTALN U MIeaynaasUfiemanudinsesaaian FBS, thyroid func-
tion tests, metabolic WY autoimmune ¢rjae/lunaind weonmisd
Fosins wugaarsrgadudufoudeddnaracanl” dous Splenic flexure
AU rectum WS air b rectum (.ﬂ‘lW"?i 1) i lamy partial colonic ob-
struction

16vinms 'aendasriunms colostomy wet bl ssnrliels splenic
flexure 1@ wazld ‘BInAMINITT weld ssDRILS 0L rectosigmoid
o1

Jo 8 wouren fiheflomBawiuias thegaassann Fosyn
Y1 colonoscopy WaUN® way 6 Waudan (2 Waunau) e TMILULLAN Wa
mi@ﬁ’smﬁmasﬁﬁ’ﬂﬁmﬂ% pseudo-colonic obstruction with impact feces
AHATINENFANEN NS RTiad] “Iney wunli Eosinophilic enteri-
tis [@l#ms¥nmeneen prednisolone 30 mg/day weidilhefndusnianms
LULLANEN éﬂﬁﬂlﬁ%ﬂﬁﬁ%ﬁaﬁﬂ’i%ﬁu recurrent pseudo-colonic obstruc-
ton¥engisdnosinimastomios [Enadnmwd 2 nSsan conservative treat-
ment mmsvl,aﬁ%u ﬂﬂﬁﬂﬁﬂﬁ%ﬂﬂﬁ&hﬁ@ explor laparotomy with lysis of

adhesion, loop transverse colostomy and biopsy of sigmoid colon WU

AW 1 Acute abdomen series: Generalized dilated large bowel with fecal impaction along

left-sided colon and air in rectum
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[

AIWN 2 CT abdomen: Generalized dilatation of large bowel from rectum to cecum without

point of obstruction

distended right-sided colon, transverse colon and proximal descending
colon I@Hﬁ transitional zone at descending colon with collapse of sig-
moid colon and rectum, hard feces VLS\I'WU mass LLavas\ifl’ég@ obstruction
WU moderate adhesion at small bowel (MWH 3) NAMTATIANIINENTINE
PoITUHNGFaaNUSIML sigmoid colon WU ganglion cells #&3a1n L6151
MIEdR JheamMefdn  anInEEgaTEMS colostomy ¢ UAATIE
% a [« L% | L% ° % D;dl 1 2 % v 4
amstheviasden Wing Tntuadifeanldnviasioasidie 16 conser-
. |d;g§ =2 o 6a g; L X Lo
vative treatment 213 WATY USnmdaeunmdanads @mmﬁm‘umi
I A A v A 1 (% % ::!I o Y v 2 2 o [ 1 ::!I
WN1GIAAN WUNNIHNG iamﬁuqaawszqmmuwawi e levnmsengin ud
[ v A | 1 o 9/::!' A Y v o dl an
Huisiaan wassin wzasd b Aunfdndneriu (wd 4) nanenFinenaag
&1 *WU marked eosinophila (MTWA 5) MNENHULINMTVNIARTINTINTUNS
wenFImenvh [ifiaste ldnidiaenfls eosinophilic gastroenteritis 3287 fi-

brosis ﬁﬂﬁlﬁ@ chronic intestinal pseudo-obstruction (CIP)
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AN 3 Operative finding: Dilated right-sided
colon, transverse colon and descend-

ing colon with transitional zone at de-

scending colon

AW 4 shaawua ] swieuan fgaanszgasiun nan1awesingIwy focal diverticula with

eosinophilic colitis, fibrosis and peritonitis

% Jﬁt
B i

AN 5 HANNNESInenzasanl * weEn WU marked eosinophilia (no vascular involve-

ment)
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Review

Chronic intestinal pseudo-obstruction (CIP)

Chronic intestinal pseudo-obstruction (CIP) Wuannsresnzns
o ° b2 A a o a{ Y A
gasiuasin | laglifinens mnaasmagaduiiuriase
WAGIBRINTT Ao CIP ol primary Wa¥ secondary causes (A11319
d. P dl a :l’ % 1 % t% A
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P v a % i T @ v a v X
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overgrowth (M91e# 2) 91U TenanuTmeneldun naudn ams
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o517 3
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Eosinophilic gastroenteritis
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Eosinophilic gastroenteritis {niunnszimnneaing LLazva LA I@ﬂ
ﬂ%@ﬁﬁwaaﬁﬂw%ﬁﬁigiﬁ atopy (hay fever, asthma, food allergy) LLag
Ugzsnt 60-70% maaéﬂwwu peripheral eosinophilia
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1. Mucosal involvement
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2. Submucosal involvement
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3. Muscular involvement

A 54-year-old Woman with Chronic Infestinal Pseudo-obsiuction 59



f1519% 1 Wmﬁlﬂaﬂn’mﬁm chronic intestinal pseudo-obstruction (CIP)

Primary chronic intestinal pseudo-obstruction

Familial

Familial autonomic dysfunction

Familial visceral myopathies

Familial visceral neuropathies
Sporadic

Visceral myopathies

Visceral neuropathies
Connective tissue disorders

Scleroderma

Dermatomyositis

Polymyositis

Systemic lupus erythematosus

Secondary chronic intestinal pseudo-obstruction

Endocrine disorders
Diabetes mellitus
Hypoparathyroidism
Hypothyroidism
Pheochromocytoma
Idiopathic myenteric ganglionitis
Infections
Trypanosoma cruzii (Chagas’ disease)
Viral (CMV, EBV)
Neuromuscular disorders
Amyloidosis (primary and secondary)

Muscular dystrophy (myotonic, Duchenne’s and oculopharyngeal muscular dystro—

phies)

Paraneoplastic syndrome

Parkinson’s disease
Medications

Anticholinergic agents

Anti-Parkinson medications

Opiates

Tricyclic antidepressants
Miscellaneous

Radiation injury

Eosinophilic gastroenteritis

Sprue

Small bowel diverticulosis
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A15197 2 9IN1SUAZENNISH mwaa@'ﬂm chronic intestinal pseudo-obstruction (CIP)

Common signs and symptoms Esophageal involvement
Abdominal pain Dysphagia
Abdominal distension Esophageal reflux, heartburn
Bloating Atypical chest pain
Nausea, vomiting
Constipation Stomach
Diarrhea often due to bacterial overgrowth Early satiety

m1519%0 3 Extra-intestinal manifestations associated with chronic intestinal pseudo-ob-

struction

Hydronephrosis / hydroureter
Megacystis

Chronic hepatitis

Cardiomyopathy

Skin abnormalities: Vitiligo, angioedema
Hematological: Thrombocytopenia
Esophageal: Barrett’s, achalasia
Pancreatitis

Hypothyroidism

Retrograde ejaculation

Fecal incontinence

Chronic renal failure

A ~ . . L . Ao o A o Y N
ABNAINA eosinophilic infiltration NFUWNAINLLD wﬂwmmmaqmvl
windh neemsmloual “gadi Fedasuentiung mechanical obstruc-

tion @78 collagen deposition #38ilivmuna tnuide
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Suspected clinical syndrome

History: drugs, familial, systemic, metabolic diseases
Physical examinafion

4

Rule out mechanical obobstruction

cT
Water soluble contrast study
Endoscoplc axamination

+

Investigation for underdying

4

Confirm diagnosis {(manometry, pathology)

!

Extra-intestinal involvemen! assessment

Urologic disorders, cardiac disorders, neurologic disorders

AN 6 WWINNNNTINIREATIZ chronic intestinal pseudo-obstruction (CIP)

QERITDIE
falsifl gold standard lumsifiasunngi udinedansesiany
eosinophils  $whusnnunIney luiuasriismafuamnsnnmasieduiie

YOTINWWENDTINEN (WA 7) TINAUMIFIA 11916)aUYDIN1IE eosinophilia

\7%4 infections &g inflammatory bowel diseases aanll
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o < a_ A A A o o 6 v A
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AN 7 H&E stain of eosinophilic gastroenteritis involving colon: Markedly increased tis-

sue eosinophilia in all examined segments of the colon
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drugs i) aminosalicylates L% glucocorticoids (systemic Y38 topical
steroids) amel,%lé’ AR LL@iﬁiﬂﬁﬁadmiﬁlﬁ L‘lc_’lu systemic anti-inflammation ﬁ’?%
mﬂ,ﬁ intravenous antimetabolite therapy (azathioprine Yen) 6-Mercap-
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