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IL-12A \IL-1B \IL-17A BZEREFESIEH ZEF KB E +FiRTr HBeAg MiF
FRER AR KRBT R

FRA AR, REFHE EEFF R Wk B EFY (400038 FK, G = ABE KAV R IR B 4 A
IR TE BT IR I 7 B D T B SE 0 % 5271000 1R 285, MR 46 88 BEBR R ERFA 234 h L7

(HZE] HBY @bl CHA W EE2 P HBV JEgy G Al OC S S 40 i A TL-12 TL-1B IL-17
B3R 22805 B R R PR EEG YT HBeAg S5 Z B OCHR . ik XF 109 4] B -R F b
BEIRYT Y HBeAg [FHPEMEVE SRR B85 4 3 > A #- 47 FDhEe . 245 &4 . HBV DNA £33l i#17
HBeAg IMLIF 555400 0EAL IRTT 24 A1 B BB I8 DUAE R e B 5 & bR, & ZE HBeAg I % % %%
e R NE A A K HBeAg LI 2F 5405 A O 4L 5 0BT IL-12A 1s568408 \IL-1B 1s1143623 \IL-17A
rs8193036 JL [N Y 5 HBeAg MG FHHZ A CHK . &5 29 #4715 HBeAg I TF =554 (N E4H) ,
80 fi| K315 HBeAg I i 274 (TCRLZT AL ) , AN 2% 26. 6% , 1L-12A 1568408 55 HBeAg Ifilif 2% %
e f AR G, GA JE K AU & A HBeAg I35 7% 460 1) & S8 ME 10 25 T GG FEH AU [ OR =3. 72 (1. 34 ~
10.32),P =0.012], H£ %I IL-1B rs1143623 [OR =1.99 (0.72 ~5.44), P =0. 17] 1 IL-17A
158193036 [OR=1.54 (0.32 ~7.33), P =0.60] % HBeAg 1523 %A 1E 20, &858 IL-12A
rs568408 5512 1 L R R AR H431R 77 HBeAg IG5 AF7E CHK
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Association of IL-12A, IL-1B and IL-17A polymorphisms with HBeAg seroconver-

sion in chronic hepatitis B patients who received entecavir treatment
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[ Abstract | Objective To investigate the effect of polymorphisms of IL-12, IL-1B and IL-17 on the
response of antiviral treatment in chronic hepatitis B patients who received entecavir treatment, and explore the
association of the polymorphisms with HBeAg seroconversion. Methods A total of 109 HBeAg-positive
chronic hepatitis B patients who had received entecavir treatment in our department from October 2010 to
August 2011 were prospectively recruited in this study. Their liver functions, HBV markers, and HBV copies
were measured in every 3 months to evaluate HBeAg seroconversion. After 24 months’ treatment, the cases
achieving HBeAg seroconversion ( response) were assigned as response group, and the others were assigned as
non-response group. 1L-12A rs568408, IL-1B rs1143623, and IL-17A rs8193036 were genotyped by MGB-
TagMan SNP genotyping assay. Then SNPstats was applied to analyze the association between the
polymorphisms with HBeAg seroconversion. Results There were 29 cases getting HBeAg seroconversion,
and the other 80 cases not, with a total response rate of 26. 6% . IL-12A rs568408 was associated with HBeAg
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seroconversion, with GA genotype achieving higher HBeAg seroconversion rate than GG genotype ( OR =
3.72,95% CI=1.34-10.32, P=0.012). However, no significant association was found between IL-1B
rs1143623 (OR=1.99, 95% CI=0.72-5.44, P=0.17) or IL-17A 158193036 (OR =1.54, 95% CI =

0.32-7.33, P=0.60) with HBeAg seroconversion. Conclusion

IL-12A rs568408 is significantly associated

with HBeAg seroconversion in HBeAg-positive chronic hepatitis B patients who received entecavir treatment.
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181 2 BT 4 9% B (hepatitis B virus, HBV') 8% ¢
SELAIT R 1 SR, HLAR ) S AR X HBV
SR 4 R e E R o Pt HBY Gs L 40 i s
ShEIL-12 IL-1B IL-17 ZE3t HBV Gz i 24 Hr Ab T4%
DI HBeAg I 27 55 200 25 7 A0 3 1%
BRIARAE BRI HBeAg I 7 S 4, TFIR A AR
B~ 0 HRTGIE TR R R R R 36
JTRIE AL 20% ~40% 7 Al PR 22 s % B Y T
FHEZ—" AR OPOR 856773515 HBeAg Il
B NIRRT 5 B2 TR AT . AR5
jdyd IL-12A IL-1B IL-17A £ R 22515 HBeAg [fil i
PRSI RIS , IR HEVE QB R BB R+ 50m
REIAYT HBeAg L7 R #5158 5, B 1609 41
TS PR A GRTT Ty R AR

1 #RSHE

1.1 —f&Exn

JFEEL 2010 4F 10 A % 2011 4 8 A5 =7 E K¢
PURG R B 2 42 R YYR A 5 P 11218 1 O B R B &
109 f51], Forp 55 ¢ 80 i, Lo 29 i, AR 0% (32. 9 +
11.5) %, 5 TRERT 0.5 my/d HUs#ERIT. I
BHZEPBHANE R E . AFRES = ZE R K=
A R B B2 57 s b v m] 5
1.2 AR EFEER AR A

IAFRE : OFF 5 4 EE 1k B RE1E I 212 W
trifE' ;@ HBsAg FHPE#E I 6 1 H , HBeAg FH T, $i-
HBe [ ; @A 2 (ALT) >2 x ULN DL |- ; @HBV
DNA >1 x 10°1U/L, HERRAr#E: O B &Y HAV
HCV .HDV HEV HIV .CMV EBV; @4 3™ & N Rl
RS P Q% B VB EER A T ; @32 i b
FTR R 259 AT 2SR TT .
1.3 Mg A pmAEBRE

3AHATIFUI6E SR &Y JHBV DNA K
W, 47 HBeAg ILIF 2= 745 PFAk , 16T 24 A H B BN
G OUNE R H E NS S5 WA E. &2 HBeAg 1ML
SERRAE NN s R A HBeAg I 27 55405 b TG

&4 o
1.4 ik 4

4= A g AL R OGS A (Architect 2000 4
FEK 6K R 48, Abbott 23w, 26 [F) ] i HBsAg,
HBsAb HBeAg .HBeAb #11 HBcAb; LightCycler %4 5E &
PCR 1% (480,Roche /], Fi1) M IM7E HBV DNA ; 4>
A ST ( H 37 7020) 42 3G ALT 7KF-,
1.5 SNP {4z &R 4 A

EDTA HUsE & W B & S MbnA . BETEE i 40 i
200 wL, A QuickGene 4 [fi. DNA i #] & ( QuickGene-
810, FUIIFILM, HA) A gh# 41l DNA, $2 5] DNA
PRAFTF -20 CE&H . R Haploview 3154 LD #ibl | ¥
B FE i) SNP A7 &, H A 8 B IL-12A rs568408 |
IL-1B rs1143623 \IL-17A 158193036 SN f#ill] SNP {37 /5,
f3f S5 H, ;1568408 [ G/A, 3'-UTR_exon7, MAF ( Hap-
Map-HCB) 0. 122 ] ;151143623 [ C/G, 5'-flanking, MAF
( HapMap-HCB)0.386 ] ; 1s8193036[ C/T, 5'-flanking,
MAF (HapMap-HCB) 0.310]. iMLDR 3E{7 5 [ 4375
(iMLDR Z# SNP 73 BUAH) &, B R ARV AT
BRAHE, 1) o BRI : OFE A PR HEAL : DNA FEA
MRS TAEWE S ~ 10 ng/pl, @ZE PCR [ : %
T PCR 5194 1 pl LM% 2 x PCR Master mix
5 ul 51 pL #£48 DNA,3 uL ddH,0 JB5), @519k
i 5C A Smart Primer Designer $#%1T, 4% J5 ] Check
Multiplex Primers %, B {5 |9 Z AR w5, @549
7 41, 1s568408 |- ii#: 5'-AAAAAGCGAGGTCCCTCCA-
AAC-3', T ii#: 5'-CCCTTCTTAGCAATTCATTCATGAA-
AAC-3';1s1143623 [ ¥i#: 5'-TTGCTGCTTGAATGGGT-
GAATG-3', T . 5'-AAAAATCAGAAGGCTGCTTGGA-
GA-3"; 158193036 [ Ji#: 5 -CCCTGCATGCTACCAAGC-
AACT-3", T ii#:5'-CCCTGCATGCTACCAAGCAACT-3',
PCR {27 :95 C 2 min;94 °C 20 5,65 ~0.5 C/7F
40 5,72 C 90 s,11 MFH;94 C 20 5,59 C 30 s,
72 °C 90 5,24 PMEH ;72 C 2 min;4 CIEfF, £ZHE
PCR P¥4lifl . 72 PCR =4 p I A iR & v Y Exo 1/
SAPiff 1 wL,37 °C 1 h,75 C K% 15 min, &XE
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210 x HEBEZE U 2 L BRI BER 0.2 L. b
SIYIRA | pL AR £ PCR 41 3 Wl ddH, 0
3.8 wLiRA), EEHFEF 94 C 1 min,56 C 4 min,38 4~
TG54 CARTE. DU B4 1568408RG : TCTCTCGG-
GTCAATTCGTCCTTCACAGTAAATGTCAAAAATACTTG-
ATCAGAGGTCTC; 1s568408RA: TGTTCGTGGGCCG-
GATTAGTCACAGTAAATGTCAAAAATACTTGATCAGA-
GGTCTT; rs568408RP; ATGTGGATGTAATGTCCCATC-
CTTCTTTTTTTTT;rs1143623RG; TTCCGCGTTCGGACT-
GATATGCACAGAGGCTCACTCCCTAGC ;1s1143623RC;
TACGGTTATTCGGGCTCCTGTGCACAGAGGCTCACTC-
CCTAGG; rs1143623RP: ATAATGCAGAGCGAGCACG-
ATACCTTTTTTT; rs8193036RG: TCTCTCGGGTCAAT-
TCGTCCTTCACAGTAAATGTCAAAAATACTTGATCAG-
AGGTCTC ; rs8193036RA ; TGTTCGTGGGCCGGATTAG-
TCACAGTAAATGTCAAAAATACTTGATCAGAGGTCTT;
rs8193036RP . ATGTGGATGTAATGTCCCATCCTTCTTT-
TTTTTT, ©i%#™ I ABI 3130XL il /7 : L 0.5 pL
MR ERER =Y, 5 0.5 uL Liz 500 Size Standard,
9 wL Hi-Di J§%7,95 CA 1 5 min J5 [ ABI 3130XL il
JPAXL . @ABI 3130XL i 7S e 45 1 Jie e 250408 >R
GeneMapper 4. 1 ( Applied Bio-systems, USA) #E4743-#f .
1.6 %it5o

% SPSS 18. 0 42314, Kolmogorov-Smirnov £
BSIERSI R IES TR & =5 FR 0 K50 Hhik 22
S ARSI BB AP A ( Qo5 ~ Qy5) o , IS L
I LA 22 535 X RS LU . A2k SNP M7 T 1,
SNPStats ( http : //bioinfo. iconcologia. net/snpstats/start.
htm ) 7375507 e PR A A8 ik PR B AT 48 | Hardy-Weinberg
ST A B | f) 2 Codominant ( 3£ 2 44 ) . Dominant ( i
PE) \Recessive (B 75 4 1) 2 Ffst (L B8 73 A, A1 OC
PR AL IE 3B 45, B P A 5/ IME D de Hais A

Z#HR

B 24 MR RAAE L A AR &K kg
109 18 2 RAF R & 4 24 A BB R+
1RYT ,29 I3RS HBeAg IMLYE2AF5 4 (N2 4H) ,80 fi R

2

2.1

A% HBeAg Ifil 1 24 6 # (TN 20 ), A i 2% 26
26.6% . WIZHRYFIELRHAE LRI 1, WA Z ], X
R A AFAE B3 22 5 (P =0.004) 3G Y7 H ALT K
V- \HBV DNA 7K PEGILG 5 25 Toge 127 25 57 (P >
0.05) , P, WA — A>T R ARIE 3T,
FEXF TL-12 A 1s568408 437 5 55 24 1~ H HBeAg Il 15254
e v 2% JE 4T Kaplan-Meire LogRank 437 [ OR = 2. 34
(43.414 ~52.586) ,P =0.036 ] , i AS [] 5L X U 22 [i]
AP 5 MR TE A S h AR IR AR 22 ot
BRI, 1568408 7 109 fil 84 h B A WA 2] AA JE [
B ol IR AT 0] oI B A N B 2 AT Hardy-
Weinberg - ffif 15 46 285 3 2 7~ , 1s568408 | rs1143623 |
18193036 14 47 4 Hardy-Weinberg 43 41 ( 4> 5K 75 B :
1s568408 P =0.60;1s1143623 P =1.00; rs8193036 P =
0. 81 ;W& 4H 15568408 P =0.55; 151143623 P =0.72;
18193036 P = 0. 64; JC /v 2 4 : 1568408 P = 1. 00;
rs1143623 P =1.00;1s8193036 P =0.81)
2.2 rs568408 .1s1143623 \1s8193036 3 FH A &5 HBeAg
il % HBeAg fn i % #£ 4% HBV DNA 474 ALT
FE LRSS
FERE TR R G, X 3 Mk SNP A3 5 1 43
P RIAL IL-12A 15568408 & HBeAg ‘Hﬁﬁ{\HBeAg itk
T A REARAFAE G , DAL B PRI DG iy .35, GA
LR A HBeAg L2456 B0 5 Rebk B8 75 T GG
FEHEAI[OR =0.31(0.11 ~0.91),P =0.038;0R =
3.72(1.34 ~10.32),P =0.012] . JCigfa] Fl 1= A& 52
2, ¥R &K B IL-1B 1s1143623 FL [R #Y 41 IL-17A
18193036 LK% 5 HBeAg i 2% . HBeAg I[fil 1§ 2~ 5% it
FAOERIR . rs1143623 L) PRSI 22 5 5 R 5 [ OR =
1.99(0.72 ~5.44) ,P =0.17 ] ;1s8193036 L) i P iy
ZREEE [OR=1.54(0.32~7.33), P=0.60],
AHFSE & B IL-1B 151143623 5 HBV DNA il 41 5,
DABRPER R 22 S ol W [ OR =4.47(1.35 ~14.84)
P=0.01], Joiffaf it 15 85 5, R & B rs568408
rs8193036 5 HBV DNA i AHC, AR LB 3 ik
SNP i i 5 ALT S HAFAERIR (K 2) o

®1 BT UNTARNEASTRNEANELIEIRILE
- ARG Bk HBV DNA ALT 1568408 rs1143623 18193036
(%) [H(%) ] [1g10(1U) ] (10/L) GG GA G[fi(%)] GG GC CC C[fi(%)] CC CT TT C[Hl(%)]
TRl 80 3111 55(68.8)  6.85+0.89  104(92~132) 68 12 148(92.5) 13 38 29 96(60.0) 42 32 6  116(72.5)
BUE4L 29 38x10  25(86.2)  6.46x0.77  129(88~411) 18 11 47(8L.0) 7 16 6 28(48.3) 15 10 4  40(69.0)
Pl 0.004 0.068 0.695 0.280 0.012 0.261 0.601
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£ 2 rs568408 rs1143623 F rs8193036 5 HBeAg ity % .HBeAg [l 7552554 . HBV DNA % |
ALT 8 ER)RBE[ FHRIEE B (% ) ]

HBeAg ji2k HBeAg ILiE 2440
SNP fiipi  JEfERGN KT
ToRZEA g% OR(S% CI) P TehiEA NiZEZH OROS% CI)  PIA
(n=76) (n=33) (n=80) (n=29)
568408 Lk G/G 64(84.2) 22(66.7) 1.00 0.03 68(85.0) 18(62.1) 1.00 0.01
G/A 12(15.8) 11(33.3)  0.31(0.11 ~0.91) 12(15.0) 11(37.9)  3.72(1.34 ~10.32)
1s1143623 L@k c/C 27(35.5) 9(27.3) 1.00 29(36.2) 7(24.1) 1.00
G/C 37(48.7) 17(51.5)  0.73(0.26 ~2.04) 0.51 38(47.5) 16(55.2)  1.90(0.66 ~5.45) 0.37
G/G 12(15.8) 7(21.2)  0.45(0.12 ~1.73) 13(16.2) 6(20.7)  2.27(0.60 ~8.61)
@i c/C 27(35.5) 9(27.3) 1.00 037 29(36.2) 7(24.1) 1.00 ot
G/C-G/G  49(64.5) 24(72.7)  0.65(0.24 ~1.71) 51(63.8) 22(75.9)  1.99(0.72 ~5.44)
Bt C/C-G/C 64(84.2) 26(78.8) 1.00 o 67(83.8) 23(79.3) 1.00 0.48
G/G 12(15.8) 7(21.2)  0.55(0.17 ~1.77) 13(16.2) 6(20.7)  1.51(0.49 ~4.67)
1s8193036  F:E c/C 38(50.0) 20(60.6) 1.00 42(52.5) 16(55.2) 1.00
C/T 32(42.1) 10(30.3)  1.45(0.55~3.82) 0.66 32(40.0) 10(34.5)  0.95(0.37 ~2.47) 0.86
T/T 6(7.9) 3(9.1)  0.75(0.15~3.71) 6(7.5) 3(10.3)  1.51(0.30 ~7.53)
B c/C 38(50.0) 20(60.6) 1.00 0.60 42(52.5) 16(55.2) 1.00 0,04
C/T-T/T  38(50.0) 13(39.4)  1.27(0.52 ~3.15) 38(47.5) 13(44.8)  1.04(0.42 ~2.53)
Kbk  C/C-C/T  70(92.1) 30(90.9) 1.00 0.5 74(92.5) 26(89.7) 1.00 0.60
/T 6(7.9) 3(9.1)  0.65(0.14 ~3.08) 6(7.5) 3(10.3)  1.54(0.32~7.33)
HBV DNA 7KF-(1U/L) ALT IE%
SNP fiipi  JgtfeRis R
<10*(n=57) >10%(n=52) OR(95% CI)  P{i e N OR(95% CI)  P{i
(n=82) (n=27)
568408 Lk G/G 46(80.7) 40(76.9) 1.00 0.65 66(80.5) 20(74.1) 1.00 0.39
G/A 11(19.3) 12(23.1)  1.27(0.45 ~3.50) 16(19.5) 7(25.9)  1.60(0.56 ~4.58)
rs1143623 it c/C 21(36.8) 15(28.9) 1.00 26(31.7) 10(37.0) 1.00
G/C 30(52.6) 24(46.2)  1.14(0.44~2.97) 0.04  40(48.8) 14(51.9)  0.80(0.30~2.15) 0.54
G/G 6(10.5) 13(25.0)  4.84(1.28 ~18.32) 16(19.5) 3(11.1)  0.45(0.10 ~1.95)
i c/C 21(36.8) 15(28.9) 1.00 0,58 26(31.7) 10(37.0) 1.00 0.46
G/C-G/G  36(63.2) 37(71.2)  1.62(0.66 ~3.97) 56(68.3) 17(63.0)  0.70(0.27 ~1.80)
B C/C-G/C 51(89.5) 39(75) 1.00 0.01 66(80.5) 24(88.9) 1.00 031
G/G 6(10.5) 13(25)  4.47(1.35~14.84) 16(19.5) 3(11.1)  0.52(0.13 ~1.97)
rs8193036 P c/C 27(47.4) 31(59.6) 1.00 45(54.9) 13(48.1) 1.00
C/T 26(45.6) 16(30.8)  0.61(0.25~1.47) 0.41 31(37.8) 11(40.7)  1.15(0.44 ~2.96) 0.83
T/T 4(7.0) 5(9.6)  1.42(0.31 ~6.50) 6(7.3) 3(11.1)  1.65(0.33 ~8.12)
B c/C 27(47.4) 31(59.6) 1.00 o 45(54.9) 13(48.1) 1.00 0.6
C/T-T/T  30(52.6) 21(40.4)  0.71(0.31 ~1.63) 37(45.1) 14(51.9)  1.22(0.50 ~3.00)
e C/C-C/T  53(93.0) 47(90.4) 1.00 0.45 76(92.7) 24(88.9) 1.00 0.58
T/T 4(7.0) 5(9.6)  1.76(0.40 ~7.70) 6(7.3) 3(11.1)  1.55(0.33 ~7.19)
3 VR HBeAg I 6 45 1930 1615 SoxH ik 2 70
JF R IG T BA —E MG RE L. BATM Bz
HBeAg Il F ¥ o2 A8 M ORI RETHFEIRST 121k HBV By S M 56 B 4N A+ IL-12 IL-1B
REETRIE HORL A, QR A 2T EARE . A IL17 SR AP 5 1 b T 96 B2 0 CHK B 5
AR 15 TR0 XY AT ORI, R RATRMAIATY . AL HBY

HLA JENZVE S TR RPUR BRI T DIEAFEREC,  CEEM A IR 235 M AR, BA HBeAg (i



5537 5 9 M
2015 4£5 H 15 A

= E BE R ¥ ¥ MR
J Third Mil Med Univ

Vol. 37, No. 9
May 15 2015 843

2 REAGAE SR N 2E PE RS U 3 3 9 191 - X B st 1 G T
FEBRVTR AT IR 7 12 1 R 5 10 285 22 S st A%
o, A MARATRTT SR AT Y S

BB RFhUREE R 18 OB R N 24 o, A8
SRR AT LA 8 4 2R T B IO 1 2 0 R
O LT AL BT AR A B 2 A0 SR A2 I i —
Lept HBV 2 —'" . AP BGAIT 24 M H N
HBeAg Il 1527 % 4 ) 2 A B[R] 95 60, AT AT 25 90% LA
F 1y HBeAg i 2 55405 1l . Luo 25" 76 KU1 2L
B RFIRITHEVIIT I A R B 1.2 3 AR e 7 2 g 2 R
A3 lJE 85.2% .89. 9% .92. 9% ; ALT 5 ¥ %43 5 K
78.4% 88.4% 11.4% ; HBeAg Il 1E % %% ¥ R 7€ Bl 1
1.2 34E5010E15.9% 21.7% F121.4% ,

AEFE & B IL-12A 1568408 5 HBeAg Ifil 3 24 5%
o i e, TL-12A 46 TIL-12 (1) p35 WS, 1L-12
AB5S Thl diffisrfb , fedF v THRER 74 I E A %
PERARAF R 2 (B i T B R AT Thl
R T OHLAE Y FFSE R BLIL-12 S 1EE T
YA HBV B 20 M i 7 40 I e SR R y T Rt
IRFERCRA 2B 5 00 UM 5 9% T R
(FRil2 HBV) i) — A~ F 240+, I3E IL-12
JKSERTAE A HBV 8 1) 41 i G35 PEAf AR, TL-12 7K
IR HBeAg Il 35 2 5 e AR dE R S, TL-12A
rs568408 i TIR~F X, & Al ERZ M 1 A1 i+ 5 D) 3 5%
FLAK miRNA (9454, T IL-12 K- 25k,
WF5E % B IL-12A 1568408 57 F i " st i
i SR L S Wu PV BFSY & B IL-12B-
10993 C/G JE X B g Tl {4 5 HBcAg il 3 1 5 1l B
AR S 0 5 v 7K P ) IL-12 e ZKF 1 IV TL-12
LR B & HBeAg Il {5 #7544 5. AR BE5R & B
rs568408 55 HBeAg Il 40 iif 25 5K , #2078 A A
F14) 35 PR R ] S A ) TL-12 4390 /K -1 520 HBeAg
LI 2 S R 25 57

AWFFE & B IL-1B 151143623 5 HBV DNA i 41
K, IL-1B =2l B g4 e = A, w B e i1y 5]
4 By RS A W 2 W Pk . Yang 2600 & B IL-1B 7F
PPk HBV B sp 475 5 T2 1 SORE 5 S A VE o
T & B IL-1B rs1143623 J R AR S5 0] DL 3G i s 48 v
PR E R IL-17 FEdiE Ay T
A=A, R T A0 M5 S i RO R Y R8s sl B
F, AT D3 e A R R R M 4 R R R S I
Mo WFFER L IL-17A FKP-FHE HUR 2 HBV B iy

KL . Wang 2 BFSEIESE T IL-17 F A FIJEAE
TG SRR BE 18P HBV FH- 21 4 Ak 2 (8] 474 38 35 19 1E
KRR . HEAF IL-17A 1s8193036 75 3L R 1 £ 8 il
N LRz KBS . ABFSE R & B IL-1B Hil IL-17A
SNP £ s 5 R R F51697 HBeAg IMLH 2= 4 A7 75 ¢
B¢, #8278 IL-1B Fl IL-17A £ HBeAg I3 245546 & 4%
(4 F AT BE AT TL-12 57 6k

S AT I 58 X G B AR D IR AR
XF TL-12A 15568408 £ 7515 HBeAg IfL1E F5 4 e B 1Y
PMLHIHEATIRAMGY HE IL-12A SRR 25584
U R AR FPU 1R YT HBeAg I35 27 ¥ e 17 1E
KR IX — 25 TR T BB A O IE R 1 1 AL 2 57
FIRETENS 1 & B R AP0 B 16 97 I 25 Hh 49 e J 22 4
i, KIHMRETIES , 2l CREEA B HTRE R 52 A
EExt IL-12A 1s568408 (i HLHIAF 5T A BY F ik — 2 1A
AWFREE R . AR VRAS T REEM R LTI RAE R
7T B SHETHE M 2 BT 58 AR A6 97 H
A —E MG IR S

Sk
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