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Anti-deltalg3-), anttHAV
total (+), anttHCV {),

VDRLA.

Oto antikorlar: ANA-, antt
LKM1 {), ASMA: 1/20 (+),

HBsAg(+), antiHbclgG(+),
anti-Hbs(-), HBeAd-), antk AMA ), GPCAY.

Hbe(+), antiHbcIgM (-)

Anti-T ve antcM (-)
HBVDNA: 7.9 E5 IWiL Troidfonksiyon testleri:
(4.6 E6 kopyariL) b2NXIE &PY
AFP: 1.32g/ml
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TedaviHedefleri

Tedavi si z Kal écTee dYaavnieytl e s ¢r d ¢
(immun kontrol) yaneéet
= (viral kontrol)
D¢ Keéek viremi =

ALT nor mal d¢zeVdm viral bask
ALT nor mal d ¢ z

Kmmun kontrol wvar,
antiviral tedaviye gerek yok Kmmun kontr ol
antiviral teda

ol mal é

. Perrillo R. Hepatology 2006;43:5182-S193
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HoeAd-) Y | . KAt 80 | f-pk iNJPKYT pegilyICEh P 13 S
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PEG-IFN Nucleoside analogues Nucleotide analogues
PEG-IFN-2a Lamivudine Telbivudine Entecavir Adefovir Tenofovir
Dose* 180 pg 100 mg 600 mg 0.5mg 10mg 245 mg
HBV DNA <60-80 IU/ml (%) 7273 8 % 51-63 %
ALT normalisation® (%) 59 Mmoo 78 176
HBSAg loss (%) Cd> < 0 0 0 =

EASL Clinical Practice Guidelines: Management of
chronichepatitis B virus infection Journal of Hepatology 2012 vol.
57j167-185
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TedaviS ¢ r e $aboratuafParametreler

Bakl angé- 7.2x10 13.7 198x1G
3. G¢én 3.2x10 13.1 163x16
7. G¢én 3.5x10 13.2 156x1C
14. G¢n 3.9x1C¢ 13.6 210x1G
21. G¢n 2.6x1C 13.0 172x16
2.Ay 2.4x10 12.7 134x16
3. Ay 2.0x1G 11.2 157 x18
4. Ay 2.2x16G 9.8 167x10G
3. Ay 5.8x1G 11.2 159x10G
7. Ay 2.5x1G 11.4 129x1G
8. Ay 2.8x10 10.0 178x10G
9. Ay 2.9x10 10.6 164x10G

12. Ay 3.4x1G 10.5 164x10
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Yan etkiler

A Hastada ilk 3 ay yan etki yok.

A 3 ay sonra;
I Kil o kaybeée,
I Sa- d°k¢l mesi |,
I Al l ama n°betleri,
I ktahseéezl ek,
I Yemek kokul aréna karkeée ti k:
| Halsizlik,
I Yorgunluk



S¢re B.K Hb Trombosit ALT AST HBV DNA
(/uL) (g/dL) (1U/ml) (IU/L) (IU/L) (1U/ml)
- - - 17 21

1. ay

3. ay 5.2x10 10.3 207x1G 15 24 Saptannm
6. ay - - - 16 23 3.40E+1

9. ay - - - 15 25 7. 7TE+2

12. ay 5.6x10 9.9 211x10 17 22 1.02E+2

18. ay 6.9x10 10.4 230x1C 16 23 <2.00E+1

24. ay* 6.8x10 10.5 199x10 13 21 4.51E+1

30. ay 8.1x1C 12.3 145x10 18 22 8.50E+1

36. ay 5.4x106/ 14.2 175x1G 23 26 3.98E+1

42. ay 5.6x1C 14.0 198x1G 18 26 <2.00E+1

94. ay** 18 24 Saptannm
60. ay*** 13 21 -

72.ay 15 19 -

FOHN® | &éRIF o® o2 0 us4daylaHBsAypozitifALRRs Ndgatify, x*f(HB8AgNegatif AntiHBs (+)
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" Peg-IFN alfa 2a ile Kalic
Immun Kontrol
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Tedavi sonrasi

(1 yil)
Marcellin P et al. AASLD 2009
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HbsAg. Negatif
Anti-Hbs:Pozitif

Anti-Hbsserokonversiyonu



Kalici Immiin Kontrol ve HBsAg
kaybi

PEGIFN ile kalici immun kontrol*
saglanan hastalarin;

B
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%?28’inde tedavi sonrasi
5. yilda HBsAg kaybi
gOrulmastar.
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HBV DNA <10,000 copies/mL
olan hastalar (%)
=

o

Tedavi sonrasi
(1 yi)

Marcellin et al. AASLD 2009
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genotiplerleA t A0 1 A aA
- HBeAg pozitif KHB

—" —)
Genotip A )ir::nmip B |GenotipC |Genotip D
e ——
HBeAg kaybi % 47 44 28 25
HBsAg kayb % 14 Y 3 2
3. yil HBeAg negatif* % 96 86 67 76
3. il HBsAg kaybi* % 58 14 0 6

*Tedavi sonu HBeAg kaybi olanlann

Filiesh HU v . Trosirent salh Pogeniorfomnn alshe-2 lor HEsAg-posiites ohronic onaiis 5 HELA] 055 5 assockifod’ kel
MY pamctypa. Am J Gasroasiernd 2008 10120 0-300
Buster EH vo vk Susfasnod HBaAQ and HEL) loas e Evng-bovmm folive-up of HBeAg ol pulinis ireaiod' wilf
pagiedieon sphe-7t. Gastoaniivoliagy, SO0 -1 BN 45047
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12. haftaHbsAgseviyesi
Afr mpnn L' kK YHbsAG Y&t YA

A 1501-20.0001U/ml ..KVY %3bsAg | € 6 P
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A 12 .hafta: HB\DNAY R<Z0,0000U/ml

anti HBeserokonversiyo I y &0P 33

(EASL Clinical Practice Guidelines: Management of chronic hepatitis B. Europeal
Association for the Study of the LiveHdpatol 2009; 50(2): 2242

A 12. hafta:HBsAg1500 1U/ml
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Pegylated interferon in HBeAg-positive and
-negative chronic hepatitis B patients: post-
treatment 1-year results of three Turkish
centres

Tansu Yamazhan’, Behice Kurtaran®, Hiisnii Pulluk¢u’, Esma Yiiksel?, Deniz
Ozkaya?, Meltem Isikgoz Tasbakan®, Oguz Resat Sipahi’, Raika Durusoy*,
Hasan Salih Zeki Aksu®

* Department of Infectious Diseases and Clinical Microbiology, Ege University, 1zmir, Turkey, *Department of
Infectious Diseases and Clinical Microbiology, Cukurova University, Adana, Turkey, *Department of Infectious
Diseases, Karsiyaka State Hospital, Izmir, Turkey, “Department of Public Health, Ege University, zmir, Turkey

In this study, we aimed to evaluate the 1-year post-treatment follow-up results of 112 patients who received
pegylated interferon (PEG-IFN) for 52 weeks. HBeAg negativity/seroconversion and/or negative HBV-DNA
at the end of the treatment were considered as response. Patients who had response at the end of
treatment but had HBV-DNA breakthrough during 1-year follow-up were considered as relapse. The study
group comprised 112 cases (34 HBeAg-positive, 78 HBeAg-negative). In HBeAg-positive and -negative
cases, end-of-treatment response rates were 2.9% and 60.2%, whereas 1-year sustained virological
response rates were 0 and 33.3%, respectively. When we compared relapse cases versus cases with
response at the end of 1-year follow-up, being female and having low viral load were the two parameters
associated with higher response rates (Chi-square, P=0.028; Mann-Whitney Utest, P=0.023). Overall non-
response rates to PEG-IFN were high (57.1%). Results in HBeAg-positive cases were disappointing.

Keywords: Chronic hepatitis B, Genotype, Pegylated interferons, Primary non-responders, Secondary non-responders, Treatment response



Table 1 Patients’ baseline characteristics in study group

Gender Compensated Pre-treatment Pre-treatment Modified Modified
(male/female) Age cirrhosis ALT HBV-DNA (IU/l) Knodell (grade) Knodell (stage)

HBeAg-positive 23/11 29.0+9.4 2/34 116.7+78.4 9.3x 107 6.5+2.6 1.4+0.8
(n=34) (31-433) (3-12) (0-3)
HBeAg-negative 54/24 39.2+10.2 /78 106.5+74.7 1.6% 107 7.1+x29 1.4+1.0
(n=78) (22-448) (3-14) (0-3)
Total (n=112) 77/35 36.1=11.0 6/112 109.6+75.6 3.9x10° 6.9+2.8 1.4+0.9
P <0.001 0.870 0.513 0.022 0.298 0.936

Table 2 Results of the study in terms of ITT analysis

Primary Secondary One-year sustained
non-responders, non-responders, End-of-treatment virological response,
n (%) n (%) response, n (%) n (%)

HBeAg-positive 31 (91.2) 2 (5.9) 1(2.9) 0 (0)
(n=34)
HBeAg-negative 19 (24.4) 12 (15.4) 47(80.2) 26 (33.3)
(n=78)
Total (n=112) 50 (44.6) 14 (12.5) 48 (42.9) 26 (23.2)
P <0.001 0.221 <0.001 NA

Journalof Chemotherapyolume 26, Issue 6 (December 2014), pp.-339
341
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A 48 ve 96 haftdeg-IFN alfa 2a ile tedavi;

A 48 haftada: %12 HBONA <2000 IU/ml,
% 0 HbsAdklirensi

A 96 hafta; %29 HEDNA <2000 IU/ml,
%6 HbsAdklirensi

A LamperticoP, ViganoM, DiCostanzdsG, et alRandomizedtudycomparing48 and 96
weekspeginterferonalpha2atherapyin genotypeD HbeAgg negativechronichepatitisB.
Gut 2013; 62: 298.
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Gebelik ve Hepatit B
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Seroid tedavilerindekianidenkesiime etkisi!!!



Gebelik ve Hepatit B

AHBsAgo b0 Ul 6 P@POPEt I NRI ||

Al [T¢ FSOSTtAEAY IS RIYySY?
SEAftAYAYRSRAN

A Hepatikalevlenme

I Kronikhepatitte fatalite2z NJ Yy f FONIR 74 HNd 0P |

EASL (2009) European Association for the Study ofltiver.Clinical Practice Guidelines: management of chronic hepatitis B. J
Hepatol50(2):227 242).



Gebelik ve Hepatit B

AHepatikk f SOt SYYSt SN aPqf
trimestirinde (%49 veya

AS2EEYNI &P A BENNEBENNR

A Bualevlenmelemntivirali SRIF A A f S

AGebelerd dz aNNB®eiS &l 1 PYyR

I BorgMJ, et al. V¥iralHep 2008; 15: 37.
I NguyenG, et al. AlimenPharmacollher2009; 29: 755.
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A HBVDNA1C® kopya/mLiseneonatalinfeksiyonla
AfAGL AL A

A HBV DNA>T® kopya/mL ise riskartar.

A HBVDNA 20fkopyaimLo dzf F & A ceA Yy |

I LIXM,YangYBHouHY, et al. Interruption of HBMntrauterine
transmissionaclinicalstudy World J
Gastroenteral2003;9(7):15041503
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A 1043 gebeveinfant

AHBeAgLR2 I AGAT 2ty oF1T P 3S
AYYNYLINE ESUBNAAVAYI f RPE”

A AnnedeHBV DNA <ZP®&opya/mLise %0

A 10669kopya mLise %3.2

A 10"7-99kopya/mLise %6.7

A >1( kopya/mLise %7.6

ZouH.,Cheny., Duan ZZhangH.,PanC. (2012)irologicafactorsassociatedvith failureto passive
activeimmunoprophylaxisn infantsborn to HBsAgpositivemothers JViralHepatitis19: e1l&25



Gebelik ve Hepatit B

TIESY Anti Viral Tedavi
A HBeAg+):HBVDNA<10 A 3.trimestirde;HBVDNA>10
kopya/ml kopya/ml(Alevlenmeleri
A AntiHbe-):HBVDN<1(® 'yt SYSRSU
kopya/ml Amy OS 11 A HisA(6),S € A
A 26-28. haftalarda kontrol HBVDNA >10kopya/mi
A T trilnestirde, ALT, HBV
5b! I NUPOP @S
hepatikfibroz (Metavir>F2)
g NI PEP
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