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Abstract

AIM: To investigate effects of single nucleotide
polymorphism (SNP) of interferon-induced
antiviral protein on therapeutic effects of
antiviral therapy for hepatitis C.

METHODS: A total of 168 chronic hepatitis C
(CHC) patients were enrolled into the random-
ized trail of both interferon and pegylated in-
terferon in combination with ribavirin antiviral
treatments for 52 wk, with a 26-week follow-
up. Sustained virological response (SVR) was
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evaluated then. Peripheral blood samples were
collected at base line. Viral genotype was deter-
mined using PCR and viral load was determined
using fluorescent quantitative PCR. And SNP in
antiviral protein MxA gene promoter at nt-88,
nt-123 and PKR-activated elF-2a-reg? sites were
examined by polymerase chain reaction-restric-
tion fragment length polymorphism (PCR-RFLP).

RESULTS: There were significant differences in
curative effect between CHC patients with GT
or TT genotype and those with GG genotype (x°
=6.862, P = 0.012; y* = 12.941, P = 0.001, respec-
tively). No significant difference was found be-
tween GT and TT genotypes. The curative effect
in CHC patients with either CA genotype or AA
genotype was better than those with CC geno-
type (y° = 5.818, P = 0.020; ° = 4.498, P = 0.046).
No significant difference was found between CA
and AA genotypes. Statistic analysis revealed no
significant difference in curative effect between
genotype of regulatory region 2 of the elF-2a
gene (A/G) and AG or GG genotypes.

CONCLUSION: Patients who carry MxA gene
with TT or GT genotype at promoter nt-88 have
better curative effect than those with GG geno-
type when treated with IFN. AA or AC geno-
type at MxA -123 is better than CC genotype.
Genotype at of elF-2a-reg? site is not correlated
with IFN treatment response in CHC patients.

Key Words: Chronic hepatitis C; Interferon; Single
nucleotide polymorphism; Myxovirus resistance;
Eukaryotic initiation factor-2 alpha
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52 wk, Fi3526 wk, #4445 4 5 2 4 (SVR)
B, TALKNGREZSA LR, A%
RE4E RS (PCREM A A AR A, RIATE
RABEE RO RN 2 R 8 E, R RA SR
Bihk B -FR ) F K E % &5 M (PCR-RFLP)
8 M T ik, M B R AR 8 f9Mx A-8S,
12343 % B eIF-20.-reg2 # SNP.

ZH: CHCEHXPGTR. TTRL5GGR 77
iR, ZFHAEITFEL( = 6.862, P =
0.012; 5* =12.941, P = 0.001). GTA 5 TTH 84
Wiz, 2FREE. CARPAAR 5CCHR &4
FROLER, 2R G FEN( = 5.818, P
= 0.020; * = 4.498, P = 0.046). 12CA% 5AA
A LA, £57 R 3. elF-20-reg2fi % (A/G),
A AAMAAL AR A AHAGRGGH & FEIFNIT
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FHt#E (interferon, IFN)E H A7 vRI7 12 VLA T
%% (chronic hepatitis C, CHC)[1) F= 222454, {H [F]Ff
I FHTENGRT T A A AE N B 22 57, JITAFHC VL
DRI, g 75 B AR Ty S R A ) HTFN
TRIT HYIT A 55 AHEREL_ERIZRAL, T 4 K]
AN T H A R K AL TR 2 A5 P (single
nucleotide polymorphism, SNP) 1, /& S M TFN Y 2
(EE P R SUBERNABS (1 85 1 30 (double
strand RNA activated protein kinase, PKR)F1%#
i BEFEPUEE F A(myxovirus resistance A, MxA)
SURTFNTE G AL U 25 2 112, Mx A1
PO BE LD & FCAE 55008 55 (0 A% Bl A% B2 3 4
A% B R B A5 R T, WA Mx AR 40
T3 FEAZ A 72 1 K R AE . PKROZE —FRNAKK
A O, R o A A R R 4R A T
-2a(eukaryotic initiation factor-2alpha, elF-2c)fiff

FIMx A JA 3l 1 FIP KRG AL 11 ECAZ 40 i B9 1266 4
K7 (eIF) R E ST VI 5, BRITTENAPE
I3 B DR 22 R 2384 DR 256 CHC 7 2380 52 0.

1 $RF0T5E

L1 A $ 5 R, JF IR R L £ T
2004-12/2006-07/E FBEAEBEMICHC &, A4l
21181, FEe16-70%, 30 DUK. S WARHERT &
20044 (AT B iR m ) DB
R4, H2¢ e mPCREIMIHCY RNA>8 X 10
copies/L. JIM ik if i 2 A I HE B I Ath B 98 995 25
PrEUR IR PERF R . AV IIHEAZ 5. Tag DNA
fif. dNTP. DNA marker¥ [t 5t 5 [H A4 T
P R w]. BRAGITEAZ IR N VI MgHRa 1+ Pst T
Ssp 1 $0 B AL 5UACHE I A " ACE INEB A H
I

1.2 77k

1.2.1 97 7 & BT 8 2 FHTENIR 5 ) 45 4
(ribavirin, RBV)¥477, RBVI[H] %14 4800 mg/d,
po. il HHPEGIFNZ HPEGIFNZ, fif H il
IFNo# 4 ¥ BIFNZL. PEGIFN4LW HIPEG IFNa
180 pgak135 ug, 1 ¥K/wk, sc; HiE4L N HIFNo 5
MIU, FER—K, sc. J7FE52 wk, 152k 126 wk.
FRELI 55 2% N & (sustained virological response,
SVR): BIVEY7 45 R Ifhtivi26 wkif & HHCV
RNA<8X 10" copies/L. JERFEI B4 N & (non-
sustained virological response, NSVR): BrSVR#}
fEE— AL

1.2.2 A 7 & [ AN IKGTRENL2 mL, R H]
R R Py - ST VAR DU AN R bk ot 9 4
4IDNAY. Ji it 3¢ [ 5 AE W5 B O (NCBI)
HIGenBank3k M elF-20-reg 2FIMxA JA 2l 73 A
J7 50 B AR AT 5 SN PAE L, N primer5.0#%
EER TS, 51 2 T AR TR
BT & . elF-2a-reg 2517 5IF: 5'-tgettget
agtttgtttcccac-3', R: 5'-gccatgtacatcacaggtttactg-3'.
MxAJA 8 1-88F1-1235 | Y P I [FIF: 5'-acaca
ccegtttccaccctggagaggecag-3', R: 5'-tgcgcagtgctgg
agtgcggectecgetet-3'. HU FIAA[R B [F)DNARE
UGS pL, B RE514041.2 uL(10 pmol/L), 10
mmol/L dNTPs 2.4 uL, MgCl, 2.4 uL(25 mmol/L),
10X PCRZE K3 ul, Taq DNAJE1 uL(2X10°
U/L), 4h& B TKZEAIR30 pL, 4% T840
BEATPCRYHY: 94°C TS min, 94°CAE30
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1 2 3 M B 1 MxAB&)F-88 1 2 3 M 2 MxABEIF-123 WA # A 5
N RERZTEDN. e { . | URERSZETEDN. A LEFIFNG T
M: DNA marker; 1: TT M: DNA marker; 1: CC I MxA B 5 T F=
AT, 2 GGHEATE WO 2 CAZRA;  PRREMEG A
e TUN T . )2 A;ﬂ éﬂ]ﬂ@@%1§%@f€ [72]
OTRETE AN F (eIF) & B 4E %

s, 58°C(eIF)E60°C(MxA)iE K30 s, 72°CZEAH1
min, JEIRECN3S, FeJE72° CLEMHT min. BUPCR”
Y8 uL, 20 g/LIS IR HLIk, fE584MT T
Y E TUYIPCR™ W) BOR /. PCRA“H)10 pL, 10
X GEMR2 L, MR N VIR (MxA-88: Hha | ;
MxA-123:Pst | ; elF-20-reg 2: Ssp 1) 1 pL(2X 10°
U/L), 10XBSA 2 pL, 6 X Jekl3 L, ¥h 287K
RIS AARR20 mL I AR R, 1 W AR RAE37C
g D4 h. BEUIF=4)20 nLHI20 g/LIFI B R H e
VK, TEEEHMT N 2 IDNA marker % & i) 1 Bx.
Srit A0 N HISPSS10.04 At KM
LRI, FLogist/n| JFHHT 2 R 22047 Goil 2 2
FERS I R XU, P<0.05 4 e -2 i 25 1k

2 B8

2.1 &L N1 1 CHC 3 4 16841
S S BT T R BB U TR R, e R E b v
HE ST R R 3R95 SVRE N T7961(47.0%), EHE
SR B2 N 2 (NSVR) A 8941(53.0%).

2.2 IFNAY R 257 2oy % em AP 58 N FH I TFN
AT, 4 NPEGIENZ59%1(35.1%), H3lIFN
ZH109%1(64.9%). PEGIENZ A1 20 S VR A 43
1°059.3%(35/59) F140.4%(44/109), 25345 4 it
2R (P =0.023).

23 AERFZMHCVARA, HCVRFRZ)HIT
ZH R ee T HE LR R A B A Y,
HCV 15[ 448.2%(8141), 414 1%, 274 %
3061(20.9%), Frh2a%2845), 265424, T A 4
5711(33.9%). 17SVR 2441(29.6%) 527 SVR19
%1(63.3%) LL AL, ZFH 1R (P = 0.002).
AR R R <107 copies/LiE X KR #3%
H(low viral load, LVL)ZH, DU E:% fE>10" cop-
ies/LE XA =i 5 4 i (high viral load, HVL)4,
HAPLVLA6141(36.3%), HVLA 10741(63.7%).
HVLASVR 356(32.7%) 5LVLASVR 444
(721%) L%, Z S A G #= X @ = 0.000). X}
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4 73 3 DR R0 R 75 28 5 [A) (A DG MEEAT 43
JREEIE R Ib T HVL 5 82.7%, 2 H FHVL
X 543.3%, 2554 g2 = (P = 0.000), #E7~
1 8 A0 R BB ) G I R B

24 7% EHRFERGRR $ ST R YR
2.4.1 MxAR 3 F-884% £ SNPA H H5IFN T &
89 % % Hha 1 IREITEBGEUIMXAJS 8147 14 7~
VI gs a1, 168FICHC B H TP MxAJH ) T
88y FE R AT GGTUS611(33.3%); TTHI36
#1(21.4%); GTEIT641(45.2%)(F1). —LH KL #
(GG TT. GT)EHFIFNIT &AL, Mk xR
HRIFRE (P = 0.001), $ AR H K A7 %%
(RIS BEAT P LA GTY S GG RS 2 b A 22
TR R () = 6.862, OR: 2.635, 95% CI:
1.265-5.489, P = 0.012); TTH! 5GGH B H I %
L, =S AR X (" = 12.941, OR: 5.000,
95% CI: 2.026-12.341, P = 0.001); (HGTH 5TT
U7 b ae, 22 RG24 5 (y = 2.339,
OR: 0.527,95% CI: 0.231-1.204, P = 0.155).

2.42 MxAB 3 -F-1234% £ SNP A 5IFNJT &
8% A Pst 1 BRGITEREUIMXAJE 314 14 79
(45 LI 2. Mx A B F-- 12347 s 35 A 2R i
K CCM60H(35.7%); AATL1641(9.5%); CAMY
9245(54.8%) (K 1). = ZHFLR A B35 7 4%,
B S, ZRAERIFELP = 0.024). &3
[RI 20 2 [R) P 9 LE AR TP N 2 R L W7 CARY
AAREHE 73 5 5 CCRUB# Y7 g, 22 =3
HYt 2 (= 5.818, OR: 2.279, 95% CI:
1.160-4.477, P = 0.020; " = 4.498, OR: 3.333,
95% CI: 1.060-10.482, P = 0.046). fHCAR 5 AA
R, 2R IEG T 22E (= 0.469, OR:
1.463, 95% CI: 0.491-4.358, P = 0.155).

2.4.3 elF-2a-reg 24% 5 SNP& L 5IFNJF k69 %
%: Pst ] [RHIVERED)eIF-2a-reg 24 B8 =M 10
E R L3, eIF-2a-reg 247 S BRI RMIER: AA
M 14641(86.9%); GGHL441(2.4%); AGH! 184

RPN, it
IENFF £, smER
FAes 2R
# 2 CHC Y7 2 89

B
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mZAZE
A5 A CHCTR
J& )i B R %
PR T AR Promoter site Type n SR(%) NSR(%) x P
& Fo 370 B =
MxABz)=—-88 GG 56 16(28.6) 40(71.4) 13.792 0.001
TT 36 24(66.7) 12(33.3)
GT 76 39(51.3) 37(48.7)
MxAB&)5-123 CC 60 20(33.3) 40(66.7) 7.489 0.024
AA 16 10(62.5) 6(37.5)
CA 92 49(53.3) 43(46.7)
elF-2o-reg 2 AA 146 69(47.3) 77(562.7) 0.025 1.000
GG 4 3(75.0) 1(25.0)
AG 18 14(58.3) 10(41.67)
MxABz]5-88/123 GG/CC 48 12(25.0) 36(75.0) 11.257 0.004
TT/AA 14 9(64.3) 5(35.7)
GT/AC 69 36(52.2) 33(47.8)
B 3 elf-20- 5400, 95% CI: 1.511-19.297, P = 0.010). GT/CA
reg 2iIRER
SEMEDH. M: HTT/AABRFIT A, % 7 kgt
DNA marker; 1:  (x° = 0.688, OR: 1.650, 95% CI: 0.502-5.429, P=
TP

AGHeH I, 2!
AAZEA T, 3.
GGAE AL

B

200 bp
100 bp

(10.7%)(F1). IGGHIHD, X4t e tEf
. FIEHGGHAGE I, SAAS TS0
Hr, FERI R AA S FE KR AGERGG I 8 # TFNYT
AL, 22 A e 22 7 L(@P>0.05).

2.4.4 MxABZF E-123, -88% 4 R F# 5SVR
89 5% Z: MxA-88, -123NSNPsAFEE B A
i, JEBIAN T 2 FR R IR S AL R N A S e
— ANAEA I R T A I R TR AR b e 4 7 5
DRI A () A0 28 2 vy TR AR R AR (R PRI AL, Mx A
-8847 HGG, H-12347 HCCHI185.7%; -881 K
GT, -12307 T HACHI 5 87.1%; -8847 ATT, NI
S12347 N A AT 39.9%, B TE R R A
TRIAE. RIEMxA-88/-1238% A5 15 W GG/CC

TT/AA. AC/GTI &R LS.
XA SCEA(GG/ICCy TT/AA. AC/GT)HSVR
FHIAEHEAT 08T Bk L Z RS EE NP =
0.004, %1). Nﬁﬁ@’fﬁKT@IE‘JMXA-%/—IB
AN [F) 356 DR RG22 T) 7 1 L BE TP N 25 230 A 1
7N: GT/ICA. TT/AAIEF 7 5 5 GG/ICCHEE T
FA, 2R G (" = 8.640, OR: 3.273,
95% CI: 1.461-7.329, P = 0.004; * = 7.468, OR:

0.558).
2.5 3 W& Logist@ 24547 HLogistlHH45Hr
SRS . WREAE . IFNMZE. MxA-88,
MxA-123, MxA-88/-123FE KA X CHCI T 2L
FIE . MxA-88 5 MxA-123 77 AE ERA-F-47, [
INf T s B R R S, ulktT
SO MxA-88 A it A% iy MR AR R R = A N Ty
e, 851 BoR: HCVEERAY(OR: 3.814, 95% CI:
1.337-10.883, P = 0.012). IFNFIZE(OR: 2.744,
95% CI: 1.133-6.647, P = 0.025). MMxA-88%
K ZY(OR: 2.471, 95% CI: 1.284-4.757, P = 0.007)
XTSVRIPAT 5 HAT G vl

R RGNS
SVRIWMAL W LG v 27 2 X (OR: 2.254, 95%
CI: 0.812-6.260, 2 = 0.119).

3 e
TR B IT RS R 2, AT 0 B AR R A
W TEACE . IFNFPEFILE a8 ) vk 1% %
BRI R AT 70 #r. 2!—<§Cl681§UCHC'tH%‘%IFNH9§A
%J BB MRIATT AT 7961 (47.0%) 3 A5 FF 820 7

%, F89MH(53.0%) A ik B F4 ﬁ%ir&

Reddy er a/fiE", PEGIFNA YT CHCIIIT %%
P FIEIEIFN, zwm ARSI R R
HSVR B T EIFNZL(P = 0.023), K k3%
TMIFNY-3E IR, A7AE “U6-2% 7 V. TIPEGIFN
FELEIFNG 1 EACHE T R4y FPEG, 133G i
TRZIT0F%, 35 o9 55 I RESEAM G, PRI n) LA
LT AL, T L PEGIFNE M M IFNYT 25k, IF
H HLogist[F]J1 4 #743, PEGIFN /& SVR [\l a7 5%
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M) [R] 25

HC Vi 2 8 3 00 ¥R 97 197 Rl
¥ %W, Hadziyannis et a/*fRIECHCHFH L1
RS VR I F AT SE R 2R (1) 3. A5
SVRZAEIRLM2 Y rh 53 53] 429.6%M163.3%, #B
5% 25, HLogistlA V4 M4 7R3 IR 4L 2
SR PR 2. SCHER[91IRIEHC VATTFN L W 2
FEIHHCV H L8 I S TRNRUEPEA O, Wi+
P REN SSA R [ X I TFNUE B2 X (ISDR)
A STFNTE S YUK B8 B IPKRE &, 2R
ZPURTEINIBE 7, MR SEMIIFN & b . HL 1Y
HCVE2%E A A IPK R-e TF 20Ul R A, [7] I [ ik
(PePHD)tH AT f#PKRAE", Fiw & 15 FH ek 5,
e PR AR T LR 1 () S S TR NYT
BRZEI AL

AW HRA R HE 3 59T G R, 76
e RE R A I SVR AR T d gk = 4, 22 5%
A Yk . ¥ R 4 N Logist|21 A 75 74,
I3 15 2 AN S VR IV AT S R 3., nl g2 A
L DS RN 25 38 A W A DG, R Y 1 R AR
TR RS B 2 T2, e
S FHCVIERI RS 198 75 28 SVRIF 5 1.
16 WAL Sy AL D7 1, AR S TIFNG &
(KF09 B 2K IPKRAIMx AR [, 1 WA
R, 4R AR T16851 B EMXA-88IE K (GG,
TT. GT)SIFNJTRULE: GTHRCHCEAIFN
BT R RIS VR LA 2 GG AL R (1)2.261%
(P<0.05), TTH B ZIFNGIT A IS VR I LK
JEGGH A 195.0015(P<0.01). $&/RGTAIETT
R CHCHEH WTFNIGYT RN AE L T GG .
[¥4MHijikata e a/'V. Suzuki et /'Ll K Knapp
et al'™ 5y HITFSIGTE N BAT 4 A Mx AR 3
-88MSNPHIFNYT &L ¥k BRI &5 i3 5
AHFFEEE R —E KMxAJR 3 1-12347 i %
K7, CARHHIRS VRITJLEJECCRLE K [12.28
f%(P<0.05), AATI N IIS VR JLEECCRL ¥
[113.33£%(P<0.05). $&/RCAT KA AT ICHC
FHRTFNVEST RN TCCRLE . HMxA-88,
-123 AN SNPsAEEE B AT MxA-88/-123
HGT/CARLHILS VRV LE EGG/CCRLUE )
3.2715%(P<0.01), TT/AAZ HHELSVR I JLH L GG/
CCH B 115.41%(P<0.05). $2/RGT/CARIERTT/
AATFJCHCHE A XTFNYRTT VA% Ui FGG/CC
R AIMxA-123 58847 BANA--4, [A X
PR SR SNPAT i BEAH OGHE, T LAMXA-123 %]
7 RR IR JE R, 1T g S MxA-8SE AT K.
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King et al'""'"{R 15 4E824 & V5 DU ECHB
HelF-2a-reg 2{ISNP SIFNIT A MR 55 R, AG
Fe LRI A CHB B F TFNYTY 2022 (P<0.01). 1A
WRAECHCH A T, R WelF-2o-reg 2(FISNPL;
IFNJT A S (P>0.05). 1] g A IR A 9 A AS
A, I HFEA AN, AT A = 16851 KT
King[t182151.

EN S NN S N OB S A e
MxA-88 HTTEGTH Y, MxA-123 HAASKAC
FEDAL, MxA-88/-123FL K AU L 45 AT T/A AL
GT/ACICHCHE# 5) 3R SVR. MxA-88H A 7Y j&
SVRIFIFEM R 25, IR A 40397 00 .

R EIFNTT R e R 2, Bk
P AR LR 2 A A T AL R 22 1
He— B DR A 48 735 A [R) A2 [ AR 435 P 40 Jo )
Ihiie M RUNATAE 2 5, R, A RedE— 2D,
CHCTIE HI Wt K JE BRE YT R 41 B8 2 [ BRI 4K
T R

4 ZEE
1 Fortunato G, Calcagno G, Bresciamorra V, Salvatore

E, Filla A, Capone S, Liguori R, Borelli S, Gentile I,
Borrelli F, Borgia G, Sacchetti L. Multiple sclerosis
and hepatitis C virus infection are associated with
single nucleotide polymorphisms in interferon
pathway genes. | Interferon Cytokine Res 2008; 28:
141-152

2 Kisseleva T, Bhattacharya S, Braunstein J, Schindler
CW. Signaling through the JAK/STAT pathway,
recent advances and future challenges. Gene 2002;
285:1-24

3 ERL MxADUREE LNV, FINEFER S
% 2000; 20: 499-504

4 Tokumoto Y, Hiasa Y, Horiike N, Michitaka
K, Matsuura B, Chung RT, Onji M. Hepatitis C
virus expression and interferon antiviral action is
dependent on PKR expression. | Med Virol 2007; 79:
1120-1127

5  HIEEESFRY S PREESEIRSSFE
Ty, WA RBATEmM. PEESHGE 2004;
84: 775-780

6 MR IR TS REOR. B2k, dbat bt
PIRIEE R kL, 2001: 398-400

7 Reddy KR, Wright TL, Pockros PJ, Shiffman M,
Everson G, Reindollar R, Fried MW, Purdum PP
3rd, Jensen D, Smith C, Lee WM, Boyer TD, Lin
A, Pedder S, DePamphilis ]. Efficacy and safety of
pegylated (40-kd) interferon alpha-2a compared
with interferon alpha-2a in noncirrhotic patients
with chronic hepatitis C. Hepatology 2001; 33:
433-438

8 Hadziyannis SJ, Sette H Jr, Morgan TR, Balan V,
Diago M, Marcellin P, Ramadori G, Bodenheimer
H Jr, Bernstein D, Rizzetto M, Zeuzem S, Pockros
PJ, Lin A, Ackrill AM. Peginterferon-alpha2a and
ribavirin combination therapy in chronic hepatitis
C: a randomized study of treatment duration and
ribavirin dose. Ann Intern Med 2004; 140: 346-355

9 He Y, Katze MG. To interfere and to anti-interfere:

W@ 5

AL ETEZANTFH
i FEaLAR
% 5BANTF, KL
L5HCV T s 6948
KM, AT
M, mBIEEK S,
B R F B A ik it
puS SN IA ST TR
RAMEF G — R G



2180

ISSN 1009-3079 CN 14-1260/R HRENBIAE 2008E7888H F16% 5195

the interplay between hepatitis C virus and interferon monotherapy in patients with hepatitis C
interferon. Viral Immunol 2002; 15: 95-119 viral infection. | Viral Hepat 2004; 11: 271-276
10  LoS, Lin HH. Variations within hepatitis C virus E2 13 Knapp S, Yee L], Frodsham AJ, Hennig B]J, Hellier
protein and response to interferon treatment. Virus S, Zhang L, Wright M, Chiaramonte M, Graves M,
Res 2001; 75: 107-112 Thomas HC, Hill AV, Thursz MR. Polymorphisms
11  Hijikata M, Ohta Y, Mishiro S. Identification of in interferon-induced genes and the outcome of
a single nucleotide polymorphism in the MxA hepatitis C virus infection: roles of MxA, OAS-1
gene promoter (G/T at nt -88) correlated with and PKR. Genes Immun 2003; 4: 411-419
the response of hepatitis C patients to interferon. 14 King JK, Yeh SH, Lin MW, Liu CJ, Lai MY, Kao
Intervirology 2000; 43: 124-127 JH, Chen DS, Chen PJ]. Genetic polymorphisms
12 Suzuki F, Arase Y, Suzuki Y, Tsubota A, Akuta N, in interferon pathway and response to interferon
Hosaka T, Someya T, Kobayashi M, Saitoh S, Ikeda treatment in hepatitis B patients: A pilot study.
K, Kobayashi M, Matsuda M, Takagi K, Satoh J, Hepatology 2002; 36: 1416-1424
Kumada H. Single nucleotide polymorphism of 15  Heathcote EJ. Antiviral therapy: chronic hepatitis C.
the MxA gene promoter influences the response to J Viral Hepat 2007; 14 Suppl 1: 82-88

R FEZ wH FEW

ISSN 1009-3079 CN 14-1260/R 20085 R A VAt 548 N iH A 4% &

ERFARKUB L EXEE

ATR AFNESCHEZE XA 0515, 1 MBI, 11 AR 1.2 7718 2 4539 3 15He; 4 3% 30k, 75— 4
TS, J& 25 IR S AR, 2400 b5 i 5 0 IR B2 10 3L, LR A BRIR: ()51 5 MR B FIFHZT 775 A
ST R, QMBI NS RERJE, (B R L HAD AT 256 (09T e 8 A% S50 B0 5 i N % v
MR, CART AR 725 | 22 SCHRRD AT, 77 20 SR al s 700 55 A 18 5 325 1) SSOdE AN 3k et 2 AR BT
Q)& S0 2 TN A FIR F BIR AN SO 38R, TEE5 IR ROk e, (4)1h i TR R, AR rhou] B4R 10 45 SR
HR AR T AN 2 TSR, AN R K HE SOk 1) [T (13RS TS 1. SRV RIT AR, 4 2% B AW
PEMAE S, A A IESCRI TR IZ R M P 2. RN N ARk, RPARA R8RS N AR E P
I, A — Al = 2R RN 2R, 78 IE S0 iz B My B . BN A B BRI B, DUE A5
WSz R, BAT 0 BN I SO IR . R BN AR AR, BaE. L5, g—H—
AR BGR. W0: B 240 B RIIT R EAR L. Az ooy Br ey Coeeey D weep B veey Frooeey G ool HER
%O, O. W, O. A, AMFEHRAERTS. giit2# B 'P<0.05, °P<0.01(P>0.054:). WfFd]—%
S — 2P, WP<0.05, *P<0.01; 55345 H°P<0.05, P<0.01. PIEJGVE B RIS I8 K H HAK B, 1nP<0.01, £ =
4.56 vs M MRASE, FHARRIA T 7. RASRARADECE, SR T ARG MEERNA F 7, RAAE
B AMOS. £ - BRI A7 FoR IR, -7 REMIMEARKIN, AR A W EAE
KEGIEXAEREE. R HAE H/min, ¢/(mol/L), p/kPa, VimL, ¢/°C ik, A EIE I 2 A A, If
2 NWEBL P, R0 B TR AL ph kR (L e, 1 AN ZER AT AT NI I R . BB i K/N7.5 em X 4.5 cm,
DA FH RS 4 3 W AE IESC P, ASREAEFH SR ZE G, (5B BB 5, HAE WS R 525 Sk, 7055,

www. wjgnet.com



