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K o AZEAE AEPF NEFEE Ik

O OE BW W AREDT XN TR R R W5 (HBV ) A7 MA M. ik 2007 4 9 H ~2008 4F 10 A
ST R), 6T 28 B 3 A UE S 04 6 9 A0 MG R A 21 48 2 TR 4k (CHB ) 88 3% R I AT 44t B B 7 28 9 55 1) CHB SR & 4y i H o -
2b PEG THE R #ATHL HBV 67, WA WIAIGIT A5 00 (W AR & AL 5 B i 2 7 3 L LTI 48 e B I 1 v B %% 28 0 I ¥ %% 46t
LR RIF R R 53R WS AN M AR Wi 2 XF T8 Z bt HBV JGI7 RS 5% . 558 78 2007 4% 9 J] ~2008 4 10 A #f
TTTIERIRITHI 76 44 CHB BF P57 44, &tk 19 44, F 4RI 29.00 £8.32 % . BEVISE 12.24 F1 48 JH A8 i 28 41 /9 ALT
WG TG S 2 LSy K 36. 8% (7/19) vs 29.7% (11/37) 23.5% (4/17) vs 44.4% (12/27) 43.8% (7/16) vs 61.1%
(11/718) ;PR A B b3 22 S G AT B L (P >0.05) . BT 48 JIZ5Am I8 A2 v A 1 i)t 3 HBsAg 154 6.3% (1/16) ,
Re i Ze 4l AT 2 il B HBsAg (%6 11.1% (2/18) , I H AT 1 fil i B HBsAg M35 =554 5.6% (1/18) . BlTTEE 12.24 148 Ji]
B B 195 A5 20 55 TR B 28 41 HBeAg [ 4% 32 5 1 i 24 e 0 2 3 SIAH IR, b 33.3% (6/18) vs 21.2% (7/33) 37.5% (6/16)vs 27. 6%
(8/29) .56.3% (9/16) vs 27.8% (5/18) , W4l sl b 22 R G i %E L(P >0.05) , BV 12.24 F1 48 AR g 24 5
TFENG 7 A5 40 HBV — DNA (9 B 2 43 511y 38.9% (7/18) vs 36.7% (11/30) .50% (8/16) vs 32. 1% (9/28) 75% (12/16) vs 61%
(11/18) ;AL syl e R ZE R TG4 E X (P >0.05) . &it MFANEAEI A g CHB A # WK AN Z —, EX « -2b
PEG T#ZE bt HBV ji 97 I 2& oW k5 lﬁo
XKW MR W B OJFEE TR
[FESES] R4 [ THkFRIEL] A

Effect of Hepatic Steatosis on the Response to the a —2b PEG interferon — based Anti —- HBV therapy and Related Factors Research. Wu
Rui,Lou Guogiang Shi Junping,et al. Depariment of Hepatology, Hangzhou Xixi Hospital , Hangzhou Sixth People's Hospital , Zhejiang
310000, China

Abstract Objective To evaluate the response to the interferon — based anti — HBV therapy. Methods Twenty — one CHB patients
with steatosis and fifty — five CHB patients without steatosis underwent liver biopsy from September 2007 to October 2008. All of them re-
ceived the a —2b PEG interferon — based anti - HBV therapy. The information of responses rate of treatment between the two groups inclu-
ding ALT normalization rate, HBeAg loss rate, HBeAg seroconversion rate and HBV — DNA loss rate were reviewed. The effect of hepatic
steatosis on the response to the a —2b interferon — based anti — HBV therapy were studied. Results Seventy and six patients with CHB re-
ceived the a —2b PEG interferon — based anti — HBV therapy from September 2007 to October 2008. The mean age of the patients was
29.00 +8.32 years;57 men and 19 women. In CHB patients with steatosis group, ALT normalization rates were 36.8% ,23.5% and 44.
4% after 12,24 and 48 weeks of followo — up, respectively. Compared with those in CHB patients without steatosis group, there was no
significant statistical differences (P >0.05). There is identical that the HBeAg loss rate and HBeAg seroconversion rate which were 33.3
% vs21.2% ,37.5% vs 27.6% ,56.3% vs 27.8% after 12,24 and 48 weeks of followo — up, respectively in the two groups. There was
also no significant statistical differences (P >0.05)in the two groups. One patients of HBsAg loss emerge in CHB patients with steatosis
group and one patients of HBsAg seroconversion presence in CHB patients without steatosis group after 48 weeks of followo — up. In CHB
patients with steatosis group, HBV — DNA loss rates were 38.9% ,50% and 75% after 12,24 and 48 weeks of followo — up, respectively.
Compared with those in CHB patients without steatosis group, there was no significant statistical differences (P >0.05) also. Conclusion
Hepatic steatosis is one of the common patho — conditions in patients with CHB, but it appears nomanifest effect on the response to the a

—2b PEG interferon — based anti — HBV therapy.
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HBV J& e — A iy 36 A ), 2 3kA
3.5 {218 ¥ HBV J&YL &, B AE LA 100 7 AT
HBV g fir A T € 5 B8 A A1 2% e T 400 i e
(hepatocellular carcinoma, HCC) ., 3 [E )& HBV it
H AT X, RO BOdE R HBsAg BH R R 2 0
7% "o IFAN AR 7 A5 S Al RS 5 B 5 P 9 (non-
alcoholic fatty liver disease, NAFLD) f% & W, 1% 5 B 3=
B, ARl NAFLD 3% gy BB 73 (NAS) 73301 - i1 240 1 Ais 1D
M <5%,0 43 35% ~33%,1 43;34% ~66%,2 43
>66%,3 43" o HIXEHE Z B 4 (CHB) K UL, 12
PEN BRI 2 (CHC) 5 1200 M i 05 722 1) 06 J L BCH
FEM . E A E B 50% £ 4 R N CHC B3 1
A AT A0 AR 5722 e HEER T 40 AR 177 742 F L
CRLAE L JBE B PR 5 VBT 55 ) 5, A 30% A Y
CHC JEAFTENF AN MM 5 28 o 3 A5 Bk 5 W, AT
20 M i 5 2% 2 CHC 1Y 32 280 B2 AR AE , 10 H B i A7
(ES I TP R PO EEIRIT 1097 R TS o Ak, B
& NAFLD [ & A B ARG N, 5 CHB — 2 it 2 38 [
T ZE R Ml X di B LAY e 0 M I e L IR 4
HBV 5 NAFLD/ il 28 — 3 & I A7 7 2 xF B & Bt
R BE IR IT B9 9T S L TS AT R R S, 2
2007 4£9 A ~2008 4£ 10 A #[a], W% o - 2b PEG T
PR XS 21 BiAEA T 40 AR 5 72 1) CHB 8 2% 1 55 4]
CHB ASPEA T 20 M g 105 728 58 3% DU 3536 97 19 D2
AT ik JEF 40 LB 5 728 %o CHB $00 B V6 7 I 24 B 52 1
LAHRH R

X&5F%

L BFSE X 42 :2007 4F 9 J] ~ 2008 4F 10 J] 7E B M T 45 K
NREREHIZ M 76 6] 2T 90 R Huiw #1697 19 CHB #) 1A &
Ho MPTHBERITIFHLTER

2 BF5ET5 ik (1) AERT B4R HE: D18 ~60 % CHB 4,
PRI, 2 W4 & (18t S B R B VA 48 8 ) s HERR C W I
JUFE 7 1 24 W 55 Dt T 5 T L 2 A A T Al B A D 2 > 5% 56 A
ANREZIURTIRIT - (2) fARBRIA FIARAE - & 3F H Al 7
JEGL (HCV (HIV 88) |, DL R A HoAl s (259 . B S S e ok Al
) B A KGRI s ( >5 48) B S A, B4k >
140g, 2P > 70g; & A ™ 5 an BB O JHF LB I
5 T B AR 90 R UE AR G 8 A R TR A ) LA RO i sl
FOIR MR 50 - R e 28 R B HEAb B B B 28 R 0 Y B 35 5 9A
SR PRI < 1.0 x 10° /L ML /MR 34X < 50 x 10°/L; 4
YREUHFLN A 2 o (3) 18 W I B AR v T2y 5 7 P A JE 1M 4
M8 <2.5 x10°/L, 851/ Mt < 50 x 10°/L; 55 4 B
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FE O M VS AR AT &R F IR LR 2 £ H 3™ TR A 5
FORER, AnPPAR (A ARE (R AR R AR ol R IR S OF &
I A TR B F ., (4) HFLLSU0E K A A 26 A HE B
Rl T AT AT $8 1 R Al 16G [ 48 — Yk M 3 # 41 (6
Bard A F] ) Is PR ZFRITE R AR KL 0.8 ~ 1. 0em K JF 414,
FH 4% 22 5 W I [ 0 B K , A I 8 S E S i, B
[/]— A 28 56 0 5 B S A ) v RS R BE 43 BE A R e RS
HE 2010 48 R RS YE S 105 PRI 12 97 48 19 ) 12 I b o . AR
P o B 25 A TC I M AR 5 22 ( > 5% ) 43 B i 72 4 JC g
Wil . (5)IRI7 0 % A5 Oh A TR 5 19 76 (9] 5 3 16 JIF 3% £
f) [0 55 3 B30 S 0 4 W B A R R T4 O
5 BMIFIRE R L . TR I 25 R S5 0A 97 AT VR T 45 12,24 0 48
JEL B R k. 15ml, 435 I L PR A7 A FH L SR A 57 7180
4 B 3 AL A BT UK I A fb 2 5 %« ALT (AST .GGT TG\ TC |
FSG FFA UA. % 5 45 b5 0 45 HBeAg tR 4 (fb 2 % 63
32 50164HNOO, Roche 23 7 ) #l HBV — DNA 7k 3 ( PCR 35,
fit45 081102 WL H B 5 wAw ) . A BRE T LUMIKEE (o -
2b PEG T %, bS5 R 02 7)) #F 80pg (14 T < 60kg 4 1k
SOwg, # N RET 52 AT Wi &) , 458 1 e, B2 F v g,y 7 48 A
DE AT A AR R A 25 (R IF ) . At
B0k 0 16 T8 T AN 25

3L SRR U < 97 380K T A O 2 B 2010 4R (18 1 2,
HF R BT r) | 4 o 5e R % (CR) 43 B2 (PR) F1 TG
% (NR) .

4. Gt E 0k T ECR B B R0R i = BRI 8 = A5
WedE (x ) Fom , 45 T AL ) B4 B 0 S v LU, R T o B, 36
BB R H x° o R SPSS 13,0 St 4k #4743, P <
0.05 9 2 545 it 2 3 3L

£ £

L — %76 4 B E T, L B 57 4,
19 4, Bk 75% (57/76) , R & 4E W 17 ~53 %, F
B4R R 29. 00 + 8. 32 %5 IR I A8 41 1 F ¥ AE R
34.86 £8.59 %, 5 ICE WiAE 41 (26.76 +7.09 ) L
MESAGEIT S E L (P <0.01); 51548 4 835 1
BMI % 28.11 +6.01 JE[E 4 93.29 £4.90 JEE I
0.92+0.05, ¥ @ m T RARN A4 B H, 2R84
Giit2EE (P <0.01) . g MWiZ8 20 B8 & I 2 8
33.3% W EE T IR AH B E (12.73% ), 2 57
HEit2#E L (P<0.05),

2. HEAA LB IR YT T IR W AL 21 R A g ALT,
FFA FSG UA §1 HBV — DNA /K5 To g [ 75 41 &%
W EF LG E L (P >0.05), 4] HBeAg
PHAPE B E BT Bl b 22 R B G # L (P >
0.05),MMiIfiL¥E GGT TG 1 CHO /K5 & 2 & F g i



-n —
B GAei 2014 4R 11 43 % 411 ) - 1E 5
AR B M AST KB A8 F TAs i 4l 8 &, ERVWHESI*ENL(P<0.05,5%1),
F1 AOFHTESHERBBEELZELE
E28 fEWiAE (n =21) TCHEWi 72 (n =55) X'/t P
B n(%) ] 21 (100) 36 (65.5) 9.673 0.002
HE (%) 34.86 £8.59 26.76 £7.09 -4.191 0.000
BMI (kg/nf) 28.11 £6.01 21.41 £3.14 -5.741 0.000
B (cem) 93.29 £4.90 78.08 £8.56 -9.660 0.000
TR L 0.92 £0.05 0.83 £0.06 -6.131 0.000
ALT (U/L) 114.71 +64.08 175.04 £133.44 -1.690 0.091
AST (U/L) 63.33 £33.48 97.64 £76.43 -2.080 0.038
GGT (U/L) 90.90 £63.00 66.29 +84.83 -2.498 0.012
TG (mmol/L) 1.77 £0.85 1.16 £0.55 -3.050 0.005
CHO (mmol/L) 4.47 £0.72 4.00 £0.73 -2.527 0.014
FFA (pmol/L) 534.76 £241.55 548.31 £384.15 -0.151 0.880
FSG (mmol/L) 4.73 £0.58 4.58 £0.42 -1.181 0.242
UA (pmol/ L) 352.52 +61.41 321.56 £71.60 -1.749 0.084
HBeAg M n(% ) ] 14(66.67) 40(72.73) 0.271 0.602
HBV - DNA (lg) 6.29 £1.42 6.67 £1.36 -1.102 0.271
Rt [ n( %) ] 7(33.3) 7(12.73) 3.032 0.038
3. Bl &0 2007 429 H ~2008 4 10 J i £ #=5),
T RPUREIRIT B E 76 4,4 56 #7356 % 1 9% £3 ALT SEE(n(%)]
BE n(%
BN ARG . BEUTHIR], IR AL P il A 3 4
i o 2415 12 Ji 24 J4 48 JH
SR B HUIR B T B S 5 L K92 RORE AR , Y AE IR e 1 7 241 7(36.8) 4(23.5) 7(43.8)
WIRIT R Wi s IR AR e BB R W BN R RV o ¥R TelgWiESE 11(29.7) 12(44.4) 11(61.1)
7 48 JH S5 SR, I 07 A 21347 16 95 B i, TG I v o2 L
P 0.589 0.160 0.492 (HVIME AR )
Jii AR 20 A 18 491 58 W Bl 1 o
4. ALT JK - A0 1% 00« BE T 25 12 .24 F1 48 J&] s
o Kor LS %T‘?‘jw i 48 T %4 HBeAg M $HRE(1(%) ]
feRG A4 () ALT & % 2 5 Jo 8 15 28 4t % 0 71k T 2 2 8 I
36.8% (7/19) vs 29.7% (11/37) .23.5% (4/17) vs e 1 7 241 6(33.3) 6(37.5) 9(56.3)
44.4% (12/27) 43.8% (7/16) vs 61.1% (11/18), KRRz 7(21.2) 8(27.6) >(27.8)
2 0.901 0.473
Jag-! 25 B A T 435 - 0L 25 ) X
P ol e 22 e e B ih2- B X (P >0.05) » 0.343 0,492 0. 163 (H )
5. HBeAg [MIE2FFE 1B 00« BT 48 JH 45 R A, g
Hﬁ/}{\éﬂl:':‘ﬁl{ﬂﬂjﬂb HBSAg @%63% (1/16),% %5 HBV-DNABEHZE[n(%)]
N AR rh A 2 5] 288 HBsAg BH%% 11.1% (2/18), 5 12 J# 24 J4 48 J4
JEHA 1 1 B HBsAg M 2¢ 74 5.6% (1/18), Ik 5 725 41 7(38.9) 8(50.0) 12(75.0)
e - NS 5 4 36. 9(32. 61.0
BEVTHS 12,24 048 R A 2 41 R g s SRR LG0T R — &0
N ALY —] N X ) )
HBeAg [ 4% 25 1l 35 24 7 e R 7 B A A, 4 33.3% P 0.878 0.242 0.477 (IR

(6/18) vs 21.2% (7/33) .37.5% (6/16) vs 27. 6%
(8/29) 56.3 % (9/16) vs 27.8% (5/18) , 414>
A EFHLGEI=E X (P>0.05),

6. 9 BE PN AR BT A 12 .24 F0 48 JE B i 1D
5 o g Wi AE 40 HBV — DNA (1) BH %% % 7 5l hy
38.9% (7/18) vs 36. 7% (11/30) .50% (8/16) vs
32.1% (9/28) .75% (12/16) vs 61% (11/18) , Fi 4l
S E R G #E X (P >0.05,% 3 ~

7. L&A (CR + PR) 5 JG R % 41 (NR) 4% [N 5[]
Y LA - W 25 A AR A P ) BT I [ AL 35 ALT 7K
HHWNEH K ERA LI E L (P <0.05) W%
B AR O L R L IR A R R
Y St HBeAg BH 4 8 2 Br o5 B ) F ML 3 HBY -
DNA [FSG \FFA /K- 5 Jo N 25 4 LB, 22 5+ B 4 it
FEL(P>0.05,%7),
- 105 -
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R7T HEASETEEAESEREMLER

EiEa R4 (n=14) JERL A (n =20) X/t P

W () 30.86 +11.48 31.15+7.75 ~0.089 0.930
(%) ] 10(71.40) 20(100.00) 0.022 (H Y1 3%:)

9 s (4E) 7.99 +6.60 6.98 £5.62 0.641 0.526

BMI (kg/nf) 22.29 +3.96 26.01 +2.94 -3.152 0.004

JE FE (em) 81.07 +9.51 89.78 +6.91 ~3.095 0.004

I R L 0.86 =0.06 0.90 =0.06 ~1.541 0.133

ALT(U/L) 204.79 £170.75 99.95 +57.48 -2.415 0.016

HBV - DNA (lg) 6.71 £1.44 6.05+1.43 1.329 0.193

FSG (mmol/L) 4.40 +0.36 4.72 +0.66 ~1.628 0.113

FFA (pmol/L) 417.36 +195. 84 409.10 +172.75 0.130 0.897
HBeAg [H1E[n(% ) ] 9(64.28) 16(80.00) 0.435 (A IR )
fRWiAE [ n(% ) ] 4(28.57) 10(50.00) 0.296 (I35 )
FEIEHE[n(% )] 5(35.70) 7(35.00) 0.495 (H VI LR L)
R [n(%) ] 1(7.14) 7(35.00) 0. 102 (H YR D)

i+t it [F,%33.3% (6/18) vs 21.2% (7/33) 37.5% (6/

HRT, K &8 4> % 52 IA S JIF 40 B AR 107 22 B T %)
CHC & I 2F 4 Ak i e A 42 5% i Ah , 6 P 7318
J7 T CHC HPAEAENR I A8 2% T R YU IR Y7 1)
I8 S HE AR RS R o A I R S8 UE S, S JHE 7 5% i
T4 Z B0 B IR YT AR, NAFLD 1 77 78 #F — 45 %
([ 7 = (OM e P o i S 07 N o 0 A T N £
A A0 RE B A8 i CHC g T4 R IR 97 IR 220
BESF N (SVR) BTG 40 i i i 4% 1) CHC #8233
WREAR, FHALE W] B2 IR FIAE M S 80 CHC B35 1Y)
200 JifL S 5 T RE AR, 8 i I DU AR T At L ] 5 ] T
JIE ) 8 25 6L , 8 IR R OE R 45 M T 25 S S e T
JH- 240 6 S5 1 42 e v AR >, DA TG S 8O JOE X 245 9 1)
BORRET B o A2 W06 IIE I 240 s = W1, T4 &%
AT (1R ) 25U A& Je A1 50 5T HBV [ 254, (A 3L
2B AT AR BR T HBV 28 B (i A 2= AR S, 1
(14 PR 28 ABILAAR () G B R 2 A i LA B AR I A 6 ] 36 5%
] RE S LN 2% A SRR 224y CHB 4
B4 F Y — > T R 2R oA A O

EH MWL X 2007 49 F ~2008 4 10 H fEEH
BEBEti2 1 76 ) 2 T4 R U w5 9A 7 9 CHB #1R
B PATOR WoR , FE U5 12 .24 F1 48 J& wf g Jiij 22
A1) ALT &8 22 5 JC 1R D5 28 41 L 543 9 ol 36. 8%
(7/19) vs29.7% (11/37) 23.5% (4/17) vs 44.4%
(12/27) 43.8% (7/16) vs 61.1% (11/18) , B4l %y
SR 22 R TG L (P >0.05)  Fifiifi 48 J&
SEOEE BRI AR Al A 1 3L HBsAg [ %% 6. 3%
(1/716), g Wi A2 2H v A 2 ] ) Bl HBsAg B %%
11.1% (2/18) ,JF HA 1 ] 5 3 HBsAg I i 2 %
5.6% (1/18) . BV 12.24 F1 48 JA BT A4 5
TG 105 722 20 HBeAg B e 28 5 1L 1 27 % 5 56 43 33l AH

- 106 -

16) vs 27.6% (8/29) \56.3% (9/16) vs 27.8% (5/
18) , PIAL o ) LB 22 S 3 oG it 22 3 L (P > 0.05) o
Bl 155 1224 148 J it fig 15 22 41 5 A s 22 41 HBV
~ DNA [ B % 543 51 % 38.9% (7/18) vs 36. 7%
(11/30) .50% (8/16) vs 32. 1% (9/28) . 75% (12/
16) vs 61% (11/18) , P 41 73] HL 322 S 4 T e it
B(P>0.05) , #2755 i 40 i )i 197 22 X+ R vt & HF
TATEIR YT B R W AN WA o 7 2 2 A8 3 i s 72 A JEE
HEMEAE, ZR TG E X (P>0.05), 4
F WG W5 A2 1 A7 AE 5 2% J6 5K Cindoruk 45 Xt 140
# CHB J835 73 Mt K BUAR W5 A2 WO A7 48 5 1R 7 45 R 0
xK WEFERWIAE CHB A I Ji 5 42 1 A7 76 5 15 AN 32
I SVR, X — il 5EHE WL R —2. &
1M, T 58 BN A A UCHIE 5T 19 583 B e b 9 R X
XL SR A i 107 2 R R AT A G, Al T B 2 R R AR IR
WEFE4E R o P NAFLD 2 75 220 £ BT R 1 500 7
677 B AT FBIL ) e 14 5 2 BE— 2 B BIF TR 5K o
£ % 3Lk
U RIS R A & B IR o S B 3 D R T B
LTS B (2010 FR) (1] 440 BB B2 2 201112,
101 - 115
2 B o A 4 NS T R R A L AR
W HE 5 1597 45 7 (2010 42 B0 (1] B I % 4 2, 2010, 11676
- 680
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