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HBV: Kuresel Bir Saglik Sorunu

* 2 milyar kisi enfekte
. * 400 milyon kisi kronik tasiyici
* 4 milyon/yil akut olgu

e Tum dinyada siroz ve HSK nin ana
nedeni
* HSK in %30-50 si HBV ne bagl
* 500-700 bin kisi/yil HBV’ye bagl
nedenlerle 6lim

> * Olime yol acan kanserler arasinda
tutlinden sonra ikinci sirada

[ Yiksek (HBsAg prevalansi 2 8%)
Orta (HBsAg prevalansi 2 - 7%)

SRR [ oustk (Hesag prevalansi<2%

@© European Centre for Disease Prevention and Control, 2010



Tijrkiye’de HBV Epidemiyolojisi
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Ulkemizde tasiyicilik orani : %4 ( ~3 milyon kisi *

tagiyici) Eriskin nGfusun yaklasik 1/3 G HBV ile karsilasmis, yani

Ant? HBclgG F)(.)Z.i’fi.fliéi: %30,6 } karacigerinde cccDNA tasiyor. Ancak hastalarin sadece
Anti HBs Pozitifligi: %31,9 %26 si hastaligindan haberdar.

Ulkemizde yaklasik yilda 4000 kisi HCC nedeniyle
kaybedilmekte. Bu hastalarin yaklasik yarisinda neden

. TKAD Prevalans Calismasi 2010
HBV enfeksiyonu Clin Microbiol Infect 2015:21(11):1020-6



ImmUnosuprese Hastada HBV Seroprevalansi

* 882 onkoloji hastas1 degerlendirilmis. Eriskin kanserli hastalarin
%2,5’1inde HBsAg seropozitifti, %17,0’sinde 1se Anti HBs seropozitif

Inci H ve ark.Tiirk Aile Hek Derg 2022

* Cok merkezli bir calisma, 1570 RA, 886 AS li hastay1 taramislar.
HBsAg pozitifligi; RA hastalarinda; 35 (2.3%) ve AS hastalarinda; 27
(3%)

Yilmaz N ve ark. Eur J Rheumatol. 2014




ImmuUnsuresif Tedavi Alan Romatoloji
Hastalarinda HBV seroprevalansi

* Toplam 842 hasta (530 kadin, 312 erkek),
* Yas ortalamasi:48,2 (18-90)

* HBsAg pozitif: 12 (%1,4)

» Anti HBs pozitif: 372 (%44)

e Anti HBs + Anti-HBc pozitif: 101 (%11)

* |zole Anti-HBc IgG pozitif: 30 (%3)

* HBsAg pozitif hastalardan 3’lG HBVDNA pozitif olmasi nedeniyle HBV
tedavisi planland.

* [zole Anti-HBc IgG pozitif olan 30 hastanin hig birisinde okkilt hepatit
saptanmadi.




ImmunosUprese Hastada HBV tedavisi

HEBeAg-pozitif

|

HBW DNA <2000 Ui
ALT <NUsSs*

HEWV DNA 2000-20 000 1U/ma

ALT =NUS”

HBWV DNA =2000-20 000
1ol
ALT =2xNUS

Karaciger beyopsisi onerilmez
(Yas =30 asilede HSK we siroz
Oykusa varsa onercilic)

Karaciger biyops=sisi
onerilir

Tedawvi onearilir
Karacifder hiyopsisi
onerilebsli

HBeAg negatif

i 3
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|

|

HBWY DNA <2000 Ut
ALT <NUS*

HB'Y DNA =2000 IUsmi
ALT = 1=xNUS

HEBY DNA =20 000 U/mi
ALT =2>xxNUS

Izlean Gmerilis*

Karaciger bayopsisis
onerilir

Tedawi oneriler
Karaciger bhiyopsisi
onerilebilir

Akhan ve ark. Klimik Dergisi 2014

Tedavi secenekleri olarak; ETV, TAF ve TDF esit diizeyde onerilmektedir.

APASL Guide 2021




HBV’'den Kurtulus Var Mi?

 Immun kontrol—Klirens degildir

* “Cozulmus, lyilesmis HBV
ﬁ enfeksiyonu” yanlis bir
P kullanimdir—cccDNA

hepatosittedir.

* Mevcut antiviral tedaviler
cccDNA’nin supresyonu igin
yeterli degillerdir.

Ref : Werle-Lapostolle B, et al. Gastroenterology. 2004,;126:1750-1758.



Steroidler

Chemotherapy .
« « |+, Immunacontrol phase
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Liver HBV Reactivetion

ALT&AST

Active immune response

FIGURE 2 | The mecnanism of hepatifis B vinus (HBY) reactivation. Immune control phase, HEV-speciic T-cef suppress viral repicaiion by both oytopathc effects
and non-cylopathic cytokine pathways. B celis producs anfibodies aganst HBY and inhibit the spread of H3V infection among hepatocytes, HEV cocDNA persstent
in hepatocytes. Immune suppressve phase, T-celis and B-cells are nhibifed or elmnated by the immuncsuppressive freatments, HBV DNA restarts reclication due
1o tregment-inducad loss of immune ol. Maybe HBV mutatons lead to mmune-escape from HEV-speciic T-cel, HEV DNA restarts replcation. HBY
resctvation oecurs when HBV DNA ampify actively n vvo. Active immune phase. immune system reconsiitution and T-cells aftack HBY-DNA and HBV infectad
hepatocyles. The desinucted hepatocytes reiease ALT and aspartate aminoiransferase (AST).




Aslinda,

e Hastaligin seyrini CTL cevabi belirler,

*[yi ve yeterli miktarda olusursa ‘ hastalik iyilegir
*Y . .
SRR — e T

*Siddetli ve kontrolsiiz olursa mmm) fulminan hepatit

CTL lerin ne kadar aktif oldugunun gostergesi serum ALT dlzeyidir.

Immun cevabin bazi kisilerde neden yetersiz kaldigi veya bozuldugu
Sorusunun cevabi ise bilinmemektedir.




HBV Reaktivasyonu

Tanim

* HBV reaktivasyonu; HBV enfeksiyonu 1naktif olan veya
iytlesmis hastalarda, wviral replikasyonda artisla birlikte
karaciger hastaliginin ortaya ¢ikmasidir.

Klinik

* Subklinik agir /fatal hepatite kadar farkl seyir

* HBV DNA vyikselme + HBeAg ortaya ¢cikmasi

* ALT artis

e Antiviral tedaviye ragmen KC yetmezligi /61im gelisebilir

Ref 1: Hoofnagle JH. Hepatology. 2009;49(5 suppl):S156-S165. Lok AS, et al. Hepatology.2009,;50:661-662.
Ref 2: Keeffe EB, et al. Clin Gastroenterol Hepatol. 2008;6:1315-1341. Hoofnagle JH. Hepatology. 2009;49(5 suppl):S156-5S165.



HBV Reaktivasyonun Tipleri

‘ HBsAg +/anti-HBc +/HBV DNA +

—

‘ HBsAg +/anti-HBc +/HBV DNA -

|—

‘ HBsAg -/anti-HBc +

| <Z

HBV DNA artisi

HBV DNA +

Reverse serokonversiyonu:
HBsAg +

HBV DNA + fakat HBsAg -



HBV Reaktivasyon nedenleri

*Spontan

* HIV koinfeksiyonu

* Anti-viral ajanin kesilmesi (HBV tedavisi)
* HCV koenfektelerde HCV tedavisi sonrasi

* Organ transplantasyonu ve/veya immiinosiipresif
tedavilerle
* Tedavi alirken veya

* Tedavi kesildikten sonra ortaya ¢ikar

Ref 1: Hoofnagle JH. Hepatology. 2009;49(5 suppl):S156-S165. Lok AS, et al. Hepatology.2009,50:661-662.
Ref 2:Keeffe EB, et al. Clin Gastroenterol Hepatol. 2008,;6:1315-1341. Hoofnagle JH. Hepatology. 2009,;49(5 suppl):S156-S165.



v KIT
v" Solid organ nakli

v' Losemi >
v Lenfoma o
v Myelom E
v" Solid timérler E
v HIV/AIDS

v Otoimmiun hastaliklar

v Inflamatuar barsak hastaliklari



Hepatology International (2021) 15:1031-1048
https://doi.org/10.1007/s12072-021-10239-x
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APASL clinical practice guideli°ne on hepatitis B reactivation related
to the use of immunosuppressive therapy

Risk level HBV serology
HBsAg(+) HBsAg(-)/antu-HBc( +)
High (> 10%) Anti-CD20 monoclonal antibodies: Rituximab, Anti-CD20 monoclonal antibodies: Rituximab,

Ofatumumab, Obinutuzumab

Steroid (high dose) > 20 mg/day for >4 weeks

Anti-TNF agents with higher potency: Adali-
mumab, Infliximab, Golimumab, Certoli-
zumab

Anthracyclines

Hematopoietic stem cell transplantation (both
allogeneia and autologous)

DAA for HBV/HCYV coinfection (high risk in
meta-analysis and prospective study), except
non-cirrhotics with HBsAg < 10 [U/ml

Immune Checkpoint inhibitors (moderate to
high risk):

Anti-PD-1: nivolumab, pembrolizumab

Anti-PD-L1: atezolizumab

Anti-CTLA-4: ipilimumab

Tyrosine Kinase inhibitors (moderate-to-high):
Imatinib, Nilotinib, Dasatinib, Erlotinib,
Gefitinib, Osimertinib, Afatinib

Ofatumumab, Obinutuzumab
Allogeneic hematopoietic stem cell transplanta-
tion




Hepatology International (2021) 15:1031-1048
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Risk level

APASL clinical practice guideli°ne on hepatitis B reactivation related
to the use of immunosuppressive therapy

HBV scrology °

Chaocl k for
| upcates

HBsAg( +)

HBsAg(-Vanti-HBc( +)

Moderate (1-10%)

Low (< 1%)

Uncertain (More studies needed, no
prophylaxis recommendation until further
evidence)

Cytotoxic chemotherapy (except anthracy-
clines)

Anti-TNF agents with lower potency: Etaner-

cept o

Steroid (median dose): 10-20 mg/day
for >4 weeks

Proteasome inhibitor: Bortezomib Usteki-
numab

Methotrexate
Azathioprine
Steroid (low dose < 10 mg/day)

DAA for HBV/HCV coinfection for non-cir-

rhotic patients with HBsAg < 10 IU/ml

Abatacept
Tocilizumab
Ibrutinib
Alemtuzumab
Natalizumab
Ocrelizumab
Ibritumomab

Anthracyclines

Autologous hematopoietic stem cell transplanta-
tion

Anti-TNF agents with higher potency: Adali-
mumab, Infliximab, Golimumab, Certolizumab

Proteasome inhibitor: Bortezomib Ustekinumab

Cytotoxic chemotherapy (except anthracyclines)

Steroid (high dose) > 20 mg/day

Anti-TNF agents with lower potency: Etanercept

Tyrosine kinase inhibitors Imatinib, Nilotinib,
Dasatinib

DAA for HCV

Immune Checkpoint inhibitors

Anti-PD-1: nivolumab, pembrolizumab

Anti-PD-L1: atezolizumab

Anti-CTLA-4: ipilimumab




Hepatology International (2021) 15:1031-1048
https://doi.org/10.1007/s12072-021-10239-x
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upcates

APASL clinical practice guideli'ne on hepatitis B reactivation related
to the use of immunosuppressive therapy

All patients planned to receive immunosuppressive therapy should be screened
for HBsAg, anti-HBc, anti-HBs status

For HBsAg+ patients, quantitative HBsAg, HBV DNA
and liver function test should be considered

r

invaziv/non-invaziv

Liver fibrosis assessment

yontemlerle(elastografi) T
Risk of HBVr
: , 4
High Moderate Low
|
v v
HBsAg+ HBsAg- HBsAg+ or HBsAg-,
Anti-HBc+ anti-HBc+
No advanced Advanced No advanced Advanced
fibrosis or fibrosis or fibrosis or fibrosis or
cirrhosis cirrhosis cirrhosis cirrhosis
! . v | ‘
NUCs NUCs Monitor ALT NUCs Monitor ALT NUCs
q3m* q3m*
Termination of NUCs would be considered 6 months after the completion of IST for those who are HBsAg
positive, without advanced liver fibrosis or cirrhosis and with low level of HBV DNA (<2000 1U/ml) before initiation
of NUCs and also for those who remain HBsAg negative but anti-HBc positive
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APASL clinical practice guideli.ne on hepatitis B reactivation related
to the use of immunosuppressive therapy

* Tim HBsAg pozitif hastalar HBV tedavi endikasyonu acisindan
degerlendirilip, gerekli olanlara tedavi baslanmalidir.

* Yiksek ve orta risk grubundaki tim HBsAg pozitif hastalar karaciger
fibrozis durumundan bagimsiz olarak proflaksi almahdir.

* |leri evre fibrozis veya sirozu olan hastalar risk grubundan bagimsiz
olarak proflaksi almalidir.

* lleri evre fibrozis veya sirozu olmayan disik risk grubundaki HBsAg
pozitif hastalar 3 aylik periyotlarla takip edilmelidir.

* |leri evre fibrozis veya sirozu olmayan orta — dusuk risk grubundaki
HBsAg negatif hastalar 3 aylik periyotlarla takip edilmelidir.




Immunosuppressive therapy and the risk of hepatitis B

reactivation: Consensus report

Bilgehan Aygen’ (;, Ahmet Muzaffer Demir® (2, Mahmut Gimiig®
, Necati Ormecié (", Fehmi Tabak®

iftihar Kéksal”

, Oguz Karabay* (), Sabahattin Kaymakoglu® (*, Aydin Seref Koksal®

’

Planned Immunosupression and Chemotherapy

HBsAg, anti-HBc total, anti-HBs

HBsAg positive, anti-HBc total positive

HBsAg negative, anti-HBc total positive

HBsAg negative, anti-HBc total negative

Y

Anti-HBs negative/if <100 IU

HBeAg, anti-HBe, HBV DNA, anti-HDV HBV DNA s
total, liver tests vaccine
Is there an immunoactive liver disease
associated with HBV in the background?
Y A Y Y
HBV DNA = 2000 IU/ml HBV DNA <2000 |U/ml HBV DNA positive HBV DNA negative
Y
Y Y Y \
Start ETV/TDF A [
High* or moderate** Low™** risk High* risk Moderate** or low***
risk treatment for treatment for treatment for risk treatment for
reactivation reactivation reactivation reactivation
If there is chronic * *
hepatitis B, apply the Start ETV/TDF - Start ETV/TDF Y
appropriate Continue until 12 months HBV DNA control Continue until 12 months HBV DNA control
treatment after immunosuppressive every 3 months afterimmunosuppressive every 3 months
treatment ends treatment ends




Determine the risk of
reactivation
(check HBsAg, anti-HBc,
and anti-HBs)

v v

HBsAg-positive HBsAg-negative
| and anti-HBc

l 1 positive

\ 4
HBV DNA =2000 HBV DNA T
U/mL and elevated <2000 U/mL o _elr(a e
ALT at baseline and normal ALT rns

1

High Moderate Low

- |

risk risk risk Elther:
option}

may bes
consideredy

T T R P R LR R R R R P R P R R R R R R R R A NN

b 4 \/ \ A /

Treat CHB Start anti-HBV Monitor HBsAg,
prophylaxis ALT, and HBV DNA
Q3 months




Seminar

JOURNAL

OF HEPATOLOGY

Hepatitis B virus reactivation associated with new classes of
immunosuppressants and immunomodulators: A systematic review,
meta-analysis, and expert opinion

George V. Papatheodoridis™', Vasileios Lekakis'’, Thodoris Voulgaris'', Pietro Lampertico®

HBsAg anti-HBcx anti-HBs f taranmal)

——————

——

HBVr riski / NA protilaksisi

HBsAg+

HBsAg-lanti-HBc+ (anti-HBs+/+)

mmun kontrol noktas: mhiatoen (O)
Tirozin kinaz irhistoele (Y)
Sitckan inhipadned (C)

CATR T-nlerp mmuncterapiion (Q)
Kortikostreoksiat {coza ve sixeye badk olarak) (O)
Alkthyyict ajankar (O)
Anti-grolilecntt njaniar (0)

Kalsndon inhiditdeiant (D)
Rapamisinin memall heced nihitadried (D)
Janus iinaz Inbtdden (€)

Janus kinaz Inibitorleri (D)

T-hiicre deplesyon ajanlar (D)

Sitokin lahibitorien (O)
CATR T-hillore Immunoleraplier! (O)
Kortikostreoldier (doza ve siireye bafj olarak) (O)
Katslndria Inhibitorier! (O

fm 3

Orta HBVr riski
NA profilasisi veys ALT = HBY DNA veney2
HEsAg (HBsAg. hastasar igin) laranmas:
ve HBV (zerine ntyag durumunda NA

Anti-TNF ajanlar (Y)
Immun kontrol noktas: inhibiwelerd (Y)
Tirozin kinaz inhikitéderi (D)
T-hiere depleayon ajanlan (D)
Anti-prolideratit ajanlar (D)
Alkitleylel ajantar (D)

Rapamisinin memeli hedefi inihibitseleri | |




HBV Reaktivasyonu Sikhgi: Solid Tumorler

e HBsAg-pozitif kemoterapi alan meme kanserli hastalar
« HBV-iliskili akut hepatit: %21
e HBV DNA takibi dikkatlice yapilirsa;
* %41’e varan oranda HBV reaktivasyonu gozlenebilir.?
e Diger solid timorlerle ilgili bilgiler sinirhdir.

Bu hastalardaki alevlenmelerin®!:
%35’i kemoterapiye ara verilmesi durumunda
%35’i kemoterapinin erken kesilmesi durumunda
ortaya cikmaktadir.

Ref 1: Kim MK, et al. Korean J Intern Med. 2007;22:237-243.
Ref 2: Yeo W, et al. ] Med Virol. 2003;70:553-561.



Annals of Intemal Medicine REVIEW

Hepatitis B Virus Reactivation and Prophylaxis During Solid Tumor
Chemotherapy

A Systematic Review and Meta-analysis

Sonali Paul,L MD, MS; Akriti Saxena, MD; Norma Termrin, PhD; Kathiecen Viveiros, MD; Ethan M. Balk, MDD, MPH: and
John B. Wong, MD

* Dogal bagisikligi olan hastalarda Anti-HBs nin koruyuculugu cok
guvenilir olmamaktadir.

* 328 hastalik G¢ ¢alismanin meta-analizinde HBV alevlenme riski %0.3-
9 (ortalama %3) olarak belirlenmis.

* Bu nedenle bu hastalarda proflaksi baslanabilir veya belirli
araliklarla HBsAg ve HBV DNA kontroli 6nerilmektedir.




> Mod Rheumatol. 2013 Jul;23(4):694-704. doi: 10.1007/s10165-012-0709-7. Epub 2012 Jul 18.

Association of hepatitis B with antirheumatic drugs:
a case—control study

Yasuo Oshima ', Hiroshi Tsukamoto, Arinobu Tojo

* Romatolojik hastaliklarin tedavisinde kullanilan
ilaclar ve HBV alevlenme riski (HBsAg pozitif);

* Streoid ; 2.3 kat (2 haftadan uzun >20 mg/giin)
* Metotreksat ; 4.9 kat

 Rituksimap ; 7.2 kat

* Tacrolimus ; 4.2 kat




Steroidlery IEsdescerxrlik Tablosu
2SS mge Kortizon
20 mge hidrokortizon (kortizol)
S mg predmnizolon veva prednizon
4 mgz metilprednizolon
O.7S mmg deksametazon
baglanmasina karsin.

i1 sSteroidler ayna cseptore

rfiniteleri ve plazmma vari: Omurler: farklys 1711117

’!‘g‘(f!\i,’-‘; » 1)

10 mg dexametazon = 66 mg prednizolona esdeger




VManagement of Hepatitis B Virus
in Allogeneic Hematopooietic Stem

Cell Transplilantation

VoW - mrscd Yo Leso®s

Yibo Wier =77 He Huang

Front. Immunol. 11:610500.

Alici;

* HBsAg (+);
e Oral antiviral proflaksi basla

e HBsAg(-)/Anti HBcT(+);
e Oral antiviral proflaksi basla

Donor;

* HBsAg(+) ve/veya Anti HBcT(+);
* Mimkiinse nakil yapma
* Aliciyi asila ve proflaksi ver

e Aliciyi asila ve izle
e Nakil icin kisa suire varsa HB Ig

* HBV DNA pozitifse;
* Antiviral tedaviyle negatiflestir




Hepatology International (2022) 16:257-268
https://doi.org/10.1007/s12072-022-10306-x

REVIEW ARTICLE )

Management of hepatitis B virus reactivation due to treatment
of COVID-19

Terry Cheuk-Fung Yip'2> - Madeleine Gill*° - Grace Lai-Hung Wong' %3 . Ken Liu*>*°

e Covid-19 hastalarinda %20 oraninda KCFT (AST,ALT,GGT,ALP) yuksekligi
gozlenmis.

e KcFT yuksekligi genellikle ciddi Covid-19 hastalarinda (ARDS olan, mortal
seyreden) gozlenmis.

* Oncesinde siroz olan hastalarda Covid-19’a bagli mortalite orani daha
yuksek

* Ancak genel anlamda kronik hepatit B enfeksiyonu olanlarda Covid-19
enfeksiyonunun seyri normal populilasyondan daha kot degil.

* Ozellikle yiiksek doz kortikosteroidler, cesitli immin stipresif monoklonal
antikor ve Janus Kinas inhibitori kullananlarda HBVr ile iliskili bulunmus.

* HBsAg pozitif kisilerde Tosilizumap kullanimi HBVr agisindan ytksek riskli
iken, Izole AntiHBcT pozitiflerde risk disik bulunmus.




Hepatology International (2022) 16:257 268
https//doi.org/10.1007/s12072-022-10306-x

REVIEW ARTICLE

Management of hepatitis B virus reactivation due to treatment

of COVID-19

Terry Cheuk-Fung Yip'2> . Madeleine Gill** - Grace Lai-Hung Wong' 2> . Ken Liu*>°c{

| f')
| Creck toe
Upciates

All hospitalised COVID-19 patients:
Check HBsAg, Anti-HBc, and Anti-HBs

HBsAg +ve HBsAg -ve:
(Chronic hepatitis B) Check Anti-HBc
Anti-HBc+ve: | Anti-HBc -ve
l_ Check HBV DNA
HBV DNA +ve HBV DNA -ve No prior HBV
(Occult HBV infection) (Past infection) exposure
Receiving corticosteroids | | No immunosuppressive Regardless of COVID-19
or immunosuppressants COVID-19 treatments ""g‘;’(‘::‘;‘:‘:f’n;“
for COVID-19
If meets standard
criteria for HBV p
S Monitor ALT .
treatment
Start/continue s If ALT elevated: Check HBV Continue standard care
NA treatment DNA (and HBsAg in those Vaccinate against HBV if
with past infection) Anti-HBs -ve




"X ® Management of patients with liver derangement during the
- COVID-19 pandemic: an Asia-Pacific position statement

Grace Lai-Hung Wong, Vincent Wai-Sun Wong, Alex Thompson, Jidong Jia, Jinlin Hou, Cosmas Rinaldi Adithya Lesmana, Adityo Susilo,
Yasuhito Tanaka, Wah-Kheong Chan, Ed Gane, Arlinking K Ong-Go, Seng-Gee Lim, Sang Hoon Ahn, Ming-Lung Yu, Teerha Piratvisuth,
Henry Lik-Yuen Chan, on behalf of the Asia-Pacific Working Group for Liver Derangement during the COVID-19 Pandemic

Lancet Gastroenterol Hepatol  The COVID-19 pandemic has spread rapidly worldwide. It is common to encounter patients with COVID-19 with
2020;5:776-87  abnormal liver function, either in the form of hepatitis, cholestasis, or both. The clinical implications of liver

» Sistemik ylksek doz kortikosteroid ve tocilizumab, kritik hastaligi olan COVID-19
hastalarinda kullaniimaktir.

* Bu rejim kronik HBV enfeksiyonu olan hastalarda:
* HBV reaktivasyonu, hepatit alevlenmesi ve akut karaciger yetmezligine

neden olabilir.

* Bu nedenle, HBsAg taramasi dnerilir ve kortikosteroid tedavisi sirasinda HBsAg (+)
test edilen ciddi COVID-19'lu tim hastalarda ntikleosid analoglari ile antiviral
profilaksi dnerilir.

-Does Not Contain Personal Data



Immunosuppressive therapy and the risk of hepatitis B
reactivation: Consensus report

Bilgehan Aygen' (), Ahmet Muzaffer Demir® (-, Mahmut Gimiig® (-, Oguz Karabay* (-, Sabahattin Kaymakoglu® (-, Aydin Seref Koksal® (-,
iftihar Koksal” (), Necati Ormecié (3, Fehmi Tabak®

Proflaksiye ne zaman baslanmalidir

* Mimkinse immiunsupresif tedaviden 1-3 hafta 6nce veya en azindan
immunsupresif tedavi ile es zamanli baslanmalidir.

 Immiinsupresif tedavi siiresi tedavi kesildikten sonra 12 ay daha devam
ettirilmelidir.

* Karaciger nakli sonrasi proflaksinin 6mur boyu verilmesi ise standart bir
yaklasimdir.

* Hastalar proflaksi alirken ve kesildikten sonra en az 12 ay sureyle 3 ay da bir
karaciger testleri ve HBV DNA takip edilmelidir.

* izole Anti-HBc IgG pozitif olup proflaksi almayan hastalarinda ayni sekilde
takipleri yapilmalidir.



OAV Profilaksisi HBV Reaktivasyonu Olan Hastalarda
Mortaliteyi Azaltmaktadir

14 - u Ol wSag

12 (Tum nedenlerden 6lim)

c
©
S
n
®
<
5 8-
[}
0,
g 6 - 71%
<3 72%
S 4
=
< 2 -
3 ] 22%
o 0 - . :
Kemoterapi 6ncesi profilaktik Anti- Reaktivasyon sonrasi Anti-HBV izlem sirasinda Anti-HBV tedavisi
HBYV tedavisi tedavisi almamis
(n=9) (n=11) (n=14)

* P<0,05 profilaksiye karsilik reaktivasyon sonrasi tedavi veya hig tedavi olmamasi

Hwang JP, et al. AASLD 2011; Abstract #172 Prophylaxis or Treatment.



HBV Enfeksiyonu icin Hangi Testleri

Isteyelim?
~ HBV DNA
Pozitif Anti-delta,
o H BSAg — Anti HCV

KCFT,
Abdomen USG

*Anti HBc IgG (Anti HBc Total)
* Anti HBs




Izole Anti-HBc IgG Pozitifliginin Onemi

* HBV ile temasi gosterir (Asi ile bagisik olanlarda negatiftir)
* Genellikle yasam boyu kalir, nadiren negatiflesir

* Reaktivasyon riski vardir

e Standart solid timor rejimleriyle risk disitk ancak risk ihmal
edilmemelidir

* Proflaktik/Preemptif HBV tedavisi distnutlmeli

* Siroz hastalari 1
* Rituksimab tedavisi ve monoklonal Ag g g

| BT E
e KIT uygulanan hastalar 1 ﬂ i~
!-

* HIV pozitiflerde

INA ile profilaksi

Ref :Manzano-Alonso ML, et al. World J Gastroenterol. 2011;17:1531-1537.



Kimler HBsAg Acisindan Taranmali?

*CDC ve EASL; KT baslamadan once tiim hastalarin

taranmasini onerir.

* AASLD yiksek risk bireylerin taranmasini 6nerirlt]

* Immigrants

* Asya, Afrika, Orta Dogu, Dogu Avrupa, Guney Amerika

* Gocmenlerin cocuklari
* MSM

* HIV/HCV pozitifligi

* VDU

* Hemodiyaliz hastalari

Ref 1: Lok AS, et al. Hepatology. 2009,50:661-662.

Ref 2: Weinbaum CM, et al. MMWR Recomm Rep. 2008:57 (RR-8):1-20.

Ref 3. Weinbaum CM, et al. Hepatology. 2009:49(suppl 5):S35-544.
Ref 4. EASL. J Hepatol. 2009,50:227-242.

KT ve immunosupresif tedavi alacak olan
herkes taranmalidir.

Ki/SC veya solid organ transplantasyonu
yapilacaklar mutlaka taranmalidir
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Hepartitis Treatment Co-medications
Entecavir Abiraterone
Tenofovir alafenamide Acalabrutinib
Tenofovir-DF (HEBYV) Anastrozole
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Tesekkdirler..




