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MxA BaiFf elF-2a AT X 2 HEEH S SMHEXT
HBV B g AT

MmAE LKRFR . FE R LR R
(RAKRFARER: 1. &1BH;2. &4, KX 430060)

# E:BH KA TFREZFIFOHBRFREEZG AMA) A meREE T 2a AT R 2(elF-2areg2) & B ¢ 3£ 4% 3F
2 5HSNPY M R X mEMHBVRE ARG P m, Ak KEHKE 160 4 HBV A FR& F # 4= 243 412 4 HBV
BB AiF R, R A RSB ER L-TRAEAFBEKE SEBLTF E. 40 MxA B35 F —88,—123 1% & & elF-2a-reg2 %
HA, R MxARsHF—88G/THEEARAFLARNERE HBV R F o AMRMBEREF PO LA ZFA LT FENL(P
<0.05), HBV AMMERE LR MxA B3 F 88425 GCGARAF GEFALBAMELH K 41.3%.62. 8% . AR BHEEHME
52.7% . 74. 9% A& (P=0.025 /&= P= 0.001),/ TT A B A f T E4£ L HME 5 5 4 15.6%.37. 2%, &1 B & f H 5 %
2.9%.25.1% & (P=0.000 #= P= 0.001) . }bfi st 3 6.24.95% T45 M 2. 63~14.81, A .MxA B3 F —123 45 % .elF-2a-reg?
ARG ARAAR A A SR AR A HBV B IR ALEAF R A EARGIFRELZRY AGHEEL(P>0.05), it MxA
BT —88G/ T s %AME HBV e hA X . AP TTARARXTHFEARGAEETREAA T HBV & E B0 HFR,
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Abstract : Objective  To explore the influences of the gene polymorphisms of myxovirus resistance A(MxA) promoter and euka-
After

the process of extracting genomic DNA from blood of 160 subjects who spontaneously recovered and 243 patients with chronic HBV

rocyte initiation factor 2 alfa regulatory region 2(elF-2a- reg2) on the outcome of hepatitis B virus(HBV)infection. Methods

infection, three single nucleotide polymorphism(SNP)sites in MxA promoter marked as —88G/T.—123C/A and elF-2a-reg2 were
Subjects with
self-limiting infection had a lower frequency of MxA — 88 GG genotype (41. 3% vs 52. 7%, P=0. 025) or G allele (62. 8% vs
74.9% ,P=0.001) ,and a higher frequency of TT genotype(15.6% vs 2. 9% ,P=0.000)or T allele(37.2% vs 25.1% ,P= 0.001)
than patients with persistent HBV infection(OR:6. 24,95% CI:2.63~14.81). However,no significant differences in the distribu-

determined by polymerase chain reaction(PCR)-restriction fragment length polymorphism (RFLP) analysis. Results

tion of MxA —123C/A and elF-2a-reg2 gene SNP between patients with persistent HBV infection and subjects with self-limiting
HBYV infection were observed (P >>0. 05). Conclusion
—88G/T of MxA and the resolution of HBV infection. The presence of the TT genotype or T allele in MxA promoter — 88 sites

There is an association between polymorphisms of the promoter region

may be resistant to HBV infection, which gives some new clues to the study of pathogenesis of persistent HBV infection.
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ZEVIT 4899 7 (hepatitis B virus, HBV) &3 1 4% 7 9E 7 &2
U R E K 2 S ML I R 58 4 I L Sk N 2 A e
AR N Z AT RE h H FZFE K, 3 K (interferon, IFN) j&
HUARST HBV B YL Rl PRIG T 2 T T 98 Y 21 28 20 M [X) . 4R
IFN {9 P05 3 0L 32 B ad iR S PR SE & ok e Y .
WL AR ERE IFN S PR SR O FW i kE S A
(myxovirus resistance A, MxA) Ffl EL &% 40 M2 48 IH 7 2a I8 7Y
[X. 2 Ceukarocyte initiation factor 2 alpha regulatory region 2,
elF-2a-reg2) AE R WFFE VDA &L, N 2R A 16 4 B oz - R o 1k R B
K £ & 1k (polymerase chain reaction-restriction fragment
length polymorphism, PCR-RFLP) 43 #t J7 %, & Ml i Jb b X
HBV [ KR & e 325 F g P e % MxA 3 81 — 88, — 123 fif
A K elF-2a-reg2 1% H R 2 & 1 (single nucleotide polymor-

x  FE4TE WALE B SRR A4 YR BT H (2008CDB164), A

phisms, SNP) , i H AL F AL 5 HBV B RIRPEF A R .

1 #ERE5RHE

11 IGRBEE 184 HBV &Y H R AR 1S R e 41) 243 f1)
B 178 i, 4r 65 ] AFEIE (54,7 = 14.8) %, T AT i 1 16 12 W7 1
TG 2000 AF i A8 P2 2 25 4% Y g 55 2 AE BURG 2 43 2% L 2 43
SR AT 195 35 Pk I 5238 Wb v, 9 HEBR & I 2 e F A I %
WTE, HBV B BRI & 160 6] (AR 3 BRPER YL 24D, 55
106 5], 4 54 i ,AERE (56. 4 & 14.0) % , KRR HBV B 1 ,
H HBsAg(—),HBsAb(+) . Ifil # # . 4= fb 38 o5 4 76 2 % Y5 [
DAL o HIE S AT I B I PR 0 08 RO LR R o B 2L T 31 g i
AR AT 2 R LG F L (P>0.05),

1.2 JLA4] DNASRHL R4 2 AR 49 R 45 W2 # Bk i A
A, RAREBIEA RILE B ARG R A A JEE 4 DNA $2 50L
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F & e 4 b iy 3L H 41 DNAL IR ETF —20 C& A

1.3 g1yt KR 2lsn i 35 B E & AE WG B O i 3k
[ JE (GenBank) 38 15 MxA J& 3l T fll elF-2a-reg2 K& [ 7 %) M
A7 555 B 2R A% BR A5 8, B Primer5. 0 3 2 % SCikE ) i
THAF A ER 51T 5, 51 Wt B A TR B2 A
AR MxA S8 F — 88 F1— 123 5|4 /F 51 AR ] (7 i 5" —
3),F: TGA AGA CCC CCA ATT ACC AA,R:CTC TCG
TTC GCC TCT TTC AC, ¥ 1 B Bf K i 24 350 bp, elF-2a-
reg2 BIWFH) K (5 5'—>3") ,F. TGC TTG CTA GTT TGT
TTC CCA C,R.GCC ATG TAC ATC ACA GGT TTA CTG,
P B K EE N 563 bp, Taq DNA R4 i . dANTPs,DNA 3
FHRAMCW A REEEY TRARAR . BRElE N YA Hha
I.Pst THIl SsP I ¥ A T A9 TR H AR R4 A R A = AR
P 26 B BB A &) 77 5,

1.4 PCRYHHMERF PCRY HIEKR K 10X PCR ) 2%
Wik 2.5 pl, Tag DNA A 1. 0 U,dNTPs 45 200 pmol/L,
MgCl, 2.0 pmol/L,5[#) 45 0. 4 pmol/L, #4k 50 ~100 ng, &
PRFL 25 pl, MxA JE8)F—88.— 123 i AP &N .94 C
AR 5 min; 94 “CAS Pk 45 5,57 CiB ok 45 s;72 °C GEf 1
min,35 PMEH, 72 CIEMH 5 min, elF-2a-reg2 v f ¥ 4 &4
J9:94 CHAEME 5 min; 94 ‘CAEHE 30 s,58°Cil k 30 ;72 CHE
{1 1 min, ¥ 35 .72 CZEfH 7 min, PCR ¥4 5 B =¥ 8
pLo 2 pL 2R s IR 5) . & 20 g/ L B i W 6E s vl 9k - 1R 1k
LBEYL AT AT T ML, 854 DNA 4 F 2 Ar o F I i3 2
.

1.5 RFLP Jr & SNP - PCR =4 10 pL, 10 X 2% iR
2 pL BRAIEENPIEE 1 pL(2 U/pl) .10 X BSA 2 L, kb 22 8 7
KEBART 20 uL RBIR R, ZRKRTE 37 CHiY) 4 h,
HUEGE) =9y 12 L 20 g/ L 356 W68 IS i bk FE 485N T &
A8 DNA 3 1 An i 55 8 W V) 1 Bt o

1.6 Ziibepib ¥ SRAT SPSSIL. 0 BT ¢ KB sk Fisher
R R LRI, DL P<<0.05 HERBGHiT2%E S

2 & 7

2.1 MxARIHFERZEMSH MxA B3+ PCR ™Y
LU 58 M 350 bp B AR S HUMIAALT . 43 A Hha 1(E§ )
MxA J5 3 F—88 G/T fii &) F1 Pst I(fiFH) MxA 53 F— 123
C/A B DAL PCR P24, WK J5 HI W 45 R . MxA J5 3+
—88 G/THi EE4E TT(310 bp) .GT (310 bp.259 bp) Fl GG
(259 bp)3 FELFEE, —123 C/A fif S AEZE AA(350 bp) .CC
(225 bp,125 bp) F1 CA(350 bp.225 bp H1 125 bp) 3 F FL Y,
HBV ARG E MxA 337 —88 fii i GG.GT I TT X
PRS0 5 40 ) A 41, 3%6 .43, 126 A1 15, 6 %6 18 P gk e 3 45 %
52.7% A4 4% 2.9% ., 518G E M, HBY B PRk
P MxA 53+ — 88 iS4 1 GG B [F# (P=0. 025) 5§,
G &AL (P=0.00D) SFRBARHIEH M TT ERE R (P=
0.000) 8 T &A1 5 H (P=0. 001) 4 8 & . LWAE 2 6. 24,
95 % Al fE ML 2. 63~14.81, MxA J5 8T —123 {ii s CC.CA F
AA FEFERITE HBY [ PR e 4105 2 5 7 2 68. 7% .26. 3%
5.0 % o i 2212 PR Y A5 R O 64. 290,30, 9% Fl 4. 920, AN
[F) 5k B R0 R A5 07 B R 7E HBV [ BR M J% e 41 4% 1 Jk e 401 1)
B4 A A R 25 R TG 22 7 L (P>>0. 05)

2.2 elF-2areg2 B:HZEHMESH  elF-2a-reg2 ¥ [N PCR 7=
Y2 % 5E S 563 bp BB, SAMR TR TTHUA K DNA 4
R BR/N—%2. M Ssp 114k PCR 74, B3 3k J5 5 1B 45
elF-2a-reg2 A/G fii B AETE AA (476 bp) . GG (563 bp) 1 AG

(476 bp.563 bp)3 Ff L K B, elF-2a-reg2 A/G fif 5 AA.AG
MGG 3 B A HBV B R 8 g 41 45 % 43 3 o 81, 3%,
16. 2001 2. 5% . T 76 1% PRI Y LH A% g 76. 506,18, 504 Fil
5.0 1 20 ) 355 (5 BN 46 0 36 T Ay f A% 2 R B it % &
X (P>>0.05),

3 3 it

93 T I LI L I B T R R L I B R RS
IFN 7=/, TEN &P AEH H 1% 40— B B &7 & TFN,
HEA AR IFN (Y 8ERE, IFN 2 R Ab 9t 40 i A9 8 1R S 9%
BRI ALR S 7T % BRI 6 TEN 4045 %35, IFN 52 1k 45
A WA TR JAK-STAT (55 @ BB R 2 % 5% W ¥, IFN
Wi At I 7 (IFN-alpha-activated factor, AAF) #l IFN i i &£ A
A+ 3(IFN-stimulated gene factor 3,ISGF3), AAF F1 ISGF3
B AZ 454 B &4 TFN #3% = b It 1 (interferon-stimula-
ted response element, ISRE) (¥R #E A REF B s F [, S
—Z % IFN 5 9 P 5 45 1 B R 9 R0k L 2R 02 Bl bt s 23
B HIAn . S B2, 5 SRR IR A L MxA & 5
a7l |

MxA AN AR R R IFN E AR, B |
M HBV &2, #% GenBank B /R MxA J3 3 74 3 42l
ISRE fy 41, Horpr MxA Ji 3 1 — 88 i sl BT fE XI5 55 2 4
ISRE FFHIAHE , $8 0 & & B G—T %748 J5 , 25l ISRE 41,
AR MxA B mRNA #3235, 42 R MxA B A 2] 5000
FEEM L BT DI MxA 5 3l — 88, — 123 {i £ 1) SNP ] fig
S MxA & mRNA 355, A BF 58 & B, HBY [ R4
Y E MxA J3 8 F — 88 i sid il 19 TT Je R Bl T 45 7 5
TR0 38 51 Pk R e 35, LR B LR A 6. 24, 95 %6 AT {5 PR 2. 63 ~
14.81, AlAES T HH B (GT TT) MR Z A & T 3 [H A
(GOMERBEZ M MxA HE Y N4 R T HBV J&g
B E SRR E . G, MxA J3 3 F — 88 i s GT.TT & it
HBV 3R F GG B . % F MxA j3 3+ — 123 fi s H K
Z AN 5 R R O R IT I 420, Hijikata 550 726 58
8 PR N RIS IR 7R MxA J3 3l F —123C/A i i SNP 15 IFN
JP R0 X, %A A SNP 5 —88G/T & B & 8 . B AW 5 kB
MxA J5 8l F — 123 i £ AN [ 5 5 78 0 45 A Sk R 72 HBV A R
P S e 2 T P R g £ R ) 1 O3 A AR 22 R TR it
X — 45 3R] e 5 AR A o O R A R B A G,

S LY elF-2a-reg2 /2 15 £ IFN {5 5 4% 5l iE
EMEERN T, King 0 58 82 4l v (= & 1518 M 2 T & &
# elF-2a-reg2 #:F SNP 5 IFN JF3000 3¢ & . 45 LR elF-2a-
reg2 FE[F SNP 5 TFN V&7 RBOR A A KR AG LK 78 7
SR B H IEN Y7822 . A B 58 I DA 55 S 00 1 B2 4R 3T el F-
2a-reg? JEP SNP 5 HBV &Y J5 AR HM R R EN
elF-2a-reg2 AN [F) 5 X 284 Fn 45 3 3k [ #F HBV B BR 1 2R e 41 Fn
58 M SR 2 TR 9 1 40 A 0% 22 S S TE 40 7 2 B S0 3R el F-
2a-reg2 A W BEAE HBV R J5 7 5 5 bk LA R EZA/EH .

#o HBV Yo Jm i R AR 2, B 0 B8 4 W 5 R AE &
i B HBV RS W & 4 IFEN W B # 1F A il
FUHEHGSHEE EARZIEN I FER - ANEMmEED.
K. MxA B3 T f1 elF-2a-reg2 JE: K SNP 5 HBV &4 H 4k
AR RS G R H S E R n—AJ7 i,
B LAVEAY TEN {5 50l p 36 7 SNP 5 HBV B L R A 5455
REBATN SNP, BUR T £ FR 25 6 25 T H R H k&
RZ R E RN HBV B BRI k& T
T HBRFEEIREETE. 5 clF-2a-reg2 CF#45 540 7D
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S 7% BNP ¥k J¥ 2 44.5,430. 6,1 571. 8 pg/mL AL 4L CV 43
WM 2.3%.2.2% . 1.8%, s CV 435l Hy 4.4%.2.6%.2.5%.,
Modular E170 & % 7 NT-proBNP Jy 259. 6.6 039. 2 pg/mL
AERYHE N CV 20 518 0. 7%.0. 4% . & CV 20 %14 0. 8% A
0.8% ., A3C4EH R BNP ¥k EF7E 30. 6~1 736. 8 pg/mL i
BN N CV R 1.1%~2.3% .8 CVR2.3%~3.5%, 5H
HMRTE R —E L 4 W S CV ARG/ T 75 75 W1 A %
JBE L H o A v B A5 B 58 GIE A . NT-proBNP ¥ fF ££ 72, 9 ~
4 322.0 pg/mL JEE N, #HN CV H1.1%~2. 2%, # CV R
1.5%~2.9%, 5 E /MR8 — 50 5 ) 75 I (E b AL BR72.9
pg/ml ¥R BEKF-Fh 25 W BE 5N HE 2 BE /N TR A WO
K2 B T BB UE(E , 72. 9 pg/ml Vi BE K 7 Fb 52 36 0 45 (Y 31t
PR B A 22 R B o 22 3 /N T 360 UE A, 16 WA S0 5645 31 19 ARG 4 B
ST RAEBHERA 25T 35 AR % 575 B 5 A

Gorissen Z 38 . FH 76 1] F ADVIA Centaur {b 2% %
A e RGN E BNP Byt CV B K 3. 66% it CV
Ik 6.05% ,1fi B % [& Cobas E170 Hi k2% & Y6 5 2% 4> 01 B 5%
W& NT-proBNP b N CV 32 1.39% ik o] CV 45 %
2.96% , Prontera 21T %} 2005~ 2008 4F 25 K F 2 i fE )1 B
R B 90 2 112 ZE 55 5 3k 28 R8I S uEAE A 45 3R i iF
S BNP 52 3N CV 2 20. 2% . 3kl CV lgd6. 4%,
M NT-proBNP J5¥: CV Jy 4.1% , 7 ¥:] CV K7.3% ,BNP
78 745 S CV J2 50. 6%, W &g &5+ N'T-proBNP f) 8. 4%,
Wu 257 [ — U 55 R . 75 1] F ADVIA Centaur {62 % Y6 6
FEOTHT R G E BNP A N 2E ) 24 28 530 50 06, AU il 1) 2
Yr2p 7 5ok 2804 KIS 1y BNP RS 2% 5 S 38 b5 /N T 12.5%
B BAR . AR AR B IR BNP Fil NT-proBNP il 22 ) A K
B CV BUNF 105, 00 2 AR 2 55 10 RS 2 1 M R I K 3
Al 4% 32 {2 NT-proBNP il & iyt 4 CV FLE CV K F BNP,
W] NT-proBNP W & B A B 4 i 4 % B, #2785 NT-proBNP
I X0y vl IR e — E B FE B 2L T BNP,
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