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CITA EFEHFIVEX GI944C EEMH 5181 HBY B % %S BN X RZHAR
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®”OE: N FMHC RSN 7 (CIHTA) 8T IV IX G-944C JEF £ A0 518 4 2, 8T % 5 8 (HBV)
WA S R OCR . ik A6 1 203 (018 PE HBY J Y 0 540 5500 PRI A0 3 o, 0 O 904 S E 514 PCR B A
(PCR-SSP)Xf CTITA BE[H 8l 1 IV X G-044C i 5 E 77 3 [ 2r U WE9e. &53  CC SE [ R S 7E 2 21 AR b 40 5
25.7% M1 19. 7% B 22 5 3% (7 =5.560,P =0.018) , (fif GC KK K53 43 51| 4 43. 6% H1 49. 9% , 1 I 6] 4 22 it %
X =4.774,P=0.029) fF G S W PRI F (C SEH BRI ) | B GG + GO KL 00 3 1E Jon DR B0 I 4 3 2 AT o
P T4, 3% A1 80. 3% , Wi IS L (X7 =5.560,P =0.018) ; 7A@ #E T 4 M T R JFF 46 R IFF 46 IFAB 75 3 41 Ao,
C oA REPISI0RAT 5 R 44. 1% 45, 8% F145.0% Sk E A% (P >0.05), &5 CHTA EEEE FN DY G-
44 C N EME 1 PE HBV L 400 5y S E A e 10 G 2, I S 11 ™ o B 0 ) 0 0G 28 5 BRI S CC lify
MR HBV SR 3 A5 % T b 1 1

RAIA . MHC 1288 B2 AU R 5 SR Sl s 7 0 Sk o | 40 - 2 SR g i R 1T s B R P R 2
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Association between disease susceptivity of chronic HBV infection and SNP G-944C
in CII TA gene promoter [V

HONG Xiun—jun, ZHANG XLI—(|irIg. DENG Guu—]mt'lg ( Institute of Infectious Disease, Southwest Hospital, Third Military Medical
University , Chongqing 400038, China)

Abstract: Objective To investigate the relationship between the SNP G-944C in class Il transactivator
(CITA) gene promoter IV and disease susceptivity of chronic HBV infection. Methods G-944C locus of
CII'TA gene promoter IV was analyzed by sequence-specific primer PCR ( PCR-SSP) in 1 203 patients with
chronic HBV infection including 670 asymptomatic carriers ( AsCs) and 533 cases of HBV related chronic liver
diseases (119 chronic hepatitis B, 156 chronic severe hepatitis B, 239 liver cirrhosis and 19 liver cancer).
Results  CC genotype frequency in AsCs was 25.7% , higher than 19.7% in patients with HBV related chron-
ic liver diseases (y° =5.560, P=0.018). GC genotype [requency in AsCs was 43.6% , lower than 49.9% in
patients with HBV related chronic liver diseases ()(2 =4.774, P=0.029). In the dominant pattern of G allele,
the total frequency of GG and GC genotype in AsCs was 74.3% , lower than 80.3% in patients with HBV relat-
ed chronic liver diseases (x* =5.560, P =0.018). No significant difference of C allele frequency was found in
chronic hepatitis B (44. 1% ), chronic severe hepatitis B (45. 8% ), and liver cirrhosis (45. 0% ) (P >
0.05). Conclusion The polymorphism of G944C in C [ TA gene promoter IV was associated with the sus-
ceptivity of chronic HBV infection, but was not associated with severily of diseases. The individuals with chron-
ic HBV infection of CC genotype are of less possibility to develop chronic liver disease than those of other
genolypes.
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5522 1Y PR A5, CIITA SRR 80 T IV X GO44C 22 8 PE 518 Pk HBY K %69 5 Bk 1Y) 26 R 2277
PP HBV 8 (11 R 3 B & 2% 24, FLIE AL il %1 PCR-SSP3|¥&F5RLR
WA . BRI EE R A, 1 A S R S — 414 Sl S g

B 5, WU T U 9 UE R, T A TR R
HBY B fr i R 4 B A7 35 1 o0 B S5 5% ' . MHC
11 2550 FHETS F 355 HBV FILS 20U 20 21 0092 42 05 )
i B RS E . 2R s T (Class 1
transactivator, C [I TA) J& 4% 40 J& 5 2635 MHC ] 25
AT RIKEE R "%, CIITA £ 4 4 )3 8)
T AREH G R, R R E IV Ry
S ) ON e R Sl R B R o v S K
MHC 11 26 55 & 15 40 i 4 JHF 440 i) i) 15 S 1% MHC
25y iRk, FATATHIM TR B EA CH
TA LG hF IV IXAFTE 4 4> SNP i s, H i G-944C
F1 T-538C 2 4~ SNP f/ i SR H (KR ER) o N THE
if CIITA JE a7 IV H A ML A 51 0 HBV &g
KW Ty A O AT KREAR AR08 17 CILTA
SEHIE BT IVIX A | A5 UL SNP 3 5 G-944C JE[K] 1Y
FIAEAS7 E [R] 41 % 7E 48 M HBV J8L G AR 47 % 5
HBV Ja Yo A 56 14 18 4 T 9 S8 R 010 5 A

1 #H57HZ%

1.1 A

I 203 /1@ 1k HBV gy Bk 3R 6 [ 12 SR B, B4k
927 fi), Lotk 276 ) AR HE 5 ~ 69 % FEH (36 £10) %, g
PEICHEAR HBV a3 670 {6 &Pk HBV Ja& 4L kH OCHE 9 8
533 () (M EF AU 92 156 9], 40k 2 BUHF 42 119 9], 0T 4 RS HF
fifi 239 3] 1798 19 1) | i A2 Wi 75 4 2000 485 10 7 4 [
R RETEIT e 2 A2 BB LT I2 bR . T 4T B o G 4 G
DU AR o T A7 955 191 28 45 A BIBE AR5 JF HAV HCV _HDV |
HEV 2y,
1.2 SR 3 A ik )
12,1 sy PCR [ 4 542 ( MJ PTC-250, USA ) 5
DYY-6C B 7COF- i 3k AL (b5t — {2 B8 1) s GEL DOC2000 #E i
MAS AL ( Bio-Rad, USA) .
1.2.2  FHLH HotStar #4535 Tag §§ ( Qiagen, i [H )
2.5 pmol/L dNTPs( TaKaRa, [ 4%) , DL2000 DNA #5 fE ( TaKa-
Ra, HA) 5 EHE( Gibeol ) .
1.2.3 FERPESIY) F A C I TA BB sh 1 IV X G-944C
(A A T 2 0E 4R SR L I G4 1 (R C A5 Bk
B VB 2CEERT G SR AR5l 1 Ahaltm2( % 1),
AL B A P AR 2 E)
1.3 ZE¥Fik
(I T R 11 = 1 o FHECAE ST 6 %210 ml 4= i, 5 ml
FEDTA K, HrEEii HH TR 20 DNA $250,5 ml ASHLsE i H T
FralG A AL A [ IS A AU 55 0 55 1000 98 4 7903 2 0l TAS e e
Hesr AR o

FELENA (nt )

IRELEZN!
(B C 2o ki)
A 142
CRER] G e
S 14 1
44514 2

5-CACTCCAGGAAAATTGACACC-3 -9 ~-94 9T

S“CCTGAAGAAGTCGTTTACATIGTC-3' —967 ~ -4 59 °C

5-CICTGGGTTCAAAGCAAACC-Y
5-TCCCCCCAGTTTCCTAATG-3

-T2 ~-M7 9
1107 ~-1087 97T

1.3.2 e ibraks /D ik M5 HT HAV-1gM  HBY Jd
Y bR A B-HCV B-HDY BT HEV-1gM FJ] ELISA 2§
L, HBY-DNA F5E i PCR K0, JFF 27 66 F01EE (fin @6 B 0 ) 25 51
I EL 2l A6 A B ASORN L E 23 BT SR
13,3 14N 55 P 2 DNA S 1Y e R B 4 O[]
/0 DNA L DNA 28 D(260)/D(280) S48 @ it (47 T
TE =20 °C #%iff
1.3.4  FEA DNA Bl de  FOFEAS DNA RRFER S ~ 10 ng/
wl, HES1 1 96 £L DNA panel, —20 C T
1.3.5 PCR-SSP %51 i REELAL DNA S (5 ng/pl)
1.5 wl, 2 pmol/L (5159 1wl MgCl, 3 mmol/L, ANTP
0.3 mmol/L, Hotstar DNA 8486 0.05 U, PCR ik & N
10 wl, B0 2 A2 95 C FUEE 15 min, 94 C 30 5,56 °C
I min, 72 C 45 5,35 #5067 72 °C 4ESE3EAP S min, KRS58
FEES wl i 5 5wl B AESE M (95% I 0. 03% TR
75,0, 05% R 5 20 mmal/L EDTA)YIRA) T 2% 14 Bl b it
WK, HL R 220 ~ 250V, L 90 ~ 120 mA, ik e AR UK
%
1.3.6 0 IFEE PEFE£E PCR-SSP 434 CC 4l &+ GG
a7 GC 288 T4 2 0 4r BTN S 19 1 Rnshs 4 2 15l
PyEAT PCR 343875 380 bp Y DNA Fy B, #4 fm R4 b ue 4 16 4
s ) A L 4G
1.4 it 354

R FH T 1 90 PR 60 R 2 DR T4 5 A 06 1) W
A2 APV A0 R PR RS 6 43 7 2 85 5 £ Hardy-Weinherg 1l ;
JH Logistic [8]15 5387 AT 4 800 T8 P L 4T SPSS 10,0
et

2 HR

2.1 Mt HBV g3 F A o534

670 {91 Pk TCAE AR HBV 447 4 55 533 f8i] HBV J8 e ] XY
AT 5 A8 b 5Bk BT o B Ay B K 70. 1% (476/670) Fi
84. 6% (451/533) , i F (LA 22 JE W B & (x° =30.923, P =
0. 000) ; BEA1F 5 55 A A PRI 43 5 ok (38 = 11) % I (35 +
11) % 9 A 2 & (P =0.000)
2.2 SSP-PCR 4 # 4 R %€

ST PR I T RSO 4 i RGP EH DNA i, 283, i
P DNA FEHER2 08, 2 LA L PCR 88 a5 28 JR ) ik £ 1
SSP-PCR 40 gt CTNTA FEFE S 37 IV IX G944C (i g ik 47
Sy, FE ISR ) PCR (R 2 R 2R A8 T 25 s, 2Rl i
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W, TEARRER PRS0 . PCR P25 2% Bl HEE MG b ik ) 04 5% fF CILTA JEHF3h 1 IVG-944C {37 5 8 1 HBV % JoAF
Wil K GC 24 11 BE 185,240 380 bp 3 Z&iff, CC #li &5 F R 4 55 % R 20 AR GG OSE [R5 ok 30. 7% Al

i BL 185 bp Fi1 380 bp 2 &5, GG 4li & 152 5 240 bp F1 380 bp
2 i (1) . 28 G944C {if 2 A A KE P RS {A B A G 1IE , PCR-
SSP Ap RIEE BB e gk B of T (1 2)

<500 bp

«—25() l\;\

<100 bp

1. GG; 2: CC; 3: GC; M PL 2000 #7:ft

Bl COITAEARBHFIVE GY44C T EHFxSRE

130 a 19() b
ATTCT@GAGTCAATT|FTGACTCCAGAATAT

B b:C ¥4 H

a: G ¥k
B2 CHNTAREBHHFIVE G944C L S0 FiEE

2.3 CITA RREARAAEE M HBV & F £ k48 4

LA REZB P GH

£ 1 203 {FltE+E HBV Bt 4 C I TA 53 8h 1~ IV G-944C {if
BAEH LR CC AY 277 1) .GC /Y 558 5] GG ity 368 {3, i Har-
dy-Weinberg - 45 5 CC = p’ N, GC =2pgN, CC = ¢'N(p H C
A J;tlkHﬂ% g ARG '1’\/ JaLIAI 'ffl'% N f} FHx ) 15 'i‘f‘i it
iﬂ%ﬁﬁ!& 5Bk LJKE(ZIHIB"J),-:#k?ﬁ:l‘f{—.u (x' =4.142,P
=0.126) , 7 G Hardy-Weinberg 7l #£ A< A H AT L &
P, TR bR fir, W% 2

£2 TERBTEESEBBERD GIUC I AEERY
S5EUERMESf
KCIH R4 % )

WAL RE (% )

#5 finl &%
GG GG G (M
TAERMAE 670 25.7 43.6 30.7 47.5 52.5
K 533 19,74 49,94 30.4 4.7 55.3
&it 1203 23.0 46.4 30.6 46.2 53.8

a; P<0.05,5 £ &k 483 & rbdk

30.4% P HMEA L B (X" =0.017,P =0.895) ; CC KL A i
BAE 2 HLME 5100 R 25, 7% F19. 7% 5 b [a] AH 22 Wk 3% ( x
=5.560, P =0.018), 1fij GC K[ A5 % 45 9] 4 43. 6% FI
49.9% UM AH2E W # (xT =4.774,P =0.029) 44T Lo-
VI BT LB AT MRS S, CC R GO 2 3 [ Y 45
AR S A AL ARE P A S A B S (P =
0.007) . £ CREH AR T (G REHBRPERI) B CC + GO
B[R RY AT 5 JCAE AR5 A R0 A ik LB R 43 51 R 69, 3% FI
69. 7% B HHIZEA R E(x =0.017,P=0.895) . [fijfE G KH
A (C JEIBRPERIEL) | Bl GG + GO L[RRS4 78 JCAE
ARASHE R AAR AL RE D 43 51 R 74, 3% F1 80, 3% , 9 # 4 22 b
F(x =5.560,P=0.018), 190 Hr 2B A I |

PESIEE T A A BT S 0 2 AL A b A7 A b & s
(P =0.015)
2.4 FEAEA AL HBV & 48X 0912

649 o~ A
fE PR B 2 5 M TR RE 48 RUIF R A% 3 LA BEp, C

5 G B M R CC GC Y GG 3 B3k [N Y4 56 2 (] £ 4
AR EP>0.05) . I Pk I A o C %07 3 R4
34.2% ARTHVENF 4821 (44, 19 ) M0 T RYIT % 41 (45.8% )
FURT 9 HFREAE 21 (45. 0% ) USG5 o FPE 2 R (P
A 0.252 0,174 F10.198) . I MRS B2 b CC LR R
FH 0. 5% AR TR AT R AL (19, 3% ) 12 PE F AT & 4l
(21. 1% ) FIUIF R HFREE 4 (19. 7% ) RS2 TG 1 2 5
(P {5750 0.355 0,274 F10.380) 3 5 %Pk T4 2 &b GG }.L
[KURUA 40k 65. 8% |,y AP NT 2 41 (55. 9% ) 18 & BT %
2 (54, 2% ) FUHT 22 HF B A 4 (55. 0% ), (U it | B W &t
25 (PRSP0 R 0.355 0274 F10.380) W& 3

gistic [

f”{" )IL [.n;..]w!ll |”

HRT & B P

#3 HBV B EXMEMHREEEDR GIUC I aREARS
EUBERBESH

MR DI SRR % )

{ 8( 0 GC GG G G
19.3 49.6 3l 4.1 559
21.1 49.4 29.5 458 54,2

I 48 AT f e 19.7 50.6 29.7 55.0

JGUA PR TH 9 10.5 47.4 421 65.8
&t 533 49.9 30.4 55.3

KL R % )

A i) ¥

119
156
239

e %
AU
45.0
34.2
4.7

19,7

3 it

PCR-RFLP ¥ | L4500 Iy 2 | 51 49 4 i1 3 | 9¢
it PCR i \PCR-SSP #: R 90 SE I 2 A0 & HJ J’;
;?)_; X-I’ J‘ C IITA »Li-iklﬁ HFNIX G944C, i FEA
Sy I 7 )
Jﬂ(/fL = HU“J ¥k . 5149 IIM’&\})'{ 3¢ H5E 5t PCR
FRAER A 2%, R SR B A B9 5 L ES . IR TR AT
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e, . CHTA JER ST 8 IVIX G-044C ZE1E 5 M PE HBV JEHe K i b 1 9 G e 2279

TR SR AR R TR PR A S KCRE
A RUE) PCR-SSP ¥k 28 0f B 450 ¥ % PCR-SSP %
(149 53 B L EA TH0IE , 22 I 5 25 SR 70 AR A, itk — 20
UESE 17 15 0 A S

fEFRE 8 1E HBV BRI mik 1.2 AN, Hrpi
I NS G R R TCRE R AHIR S, M —d# Ak
JE R 2 U 9% | AT A 38 A R Rl A | o AR I R
MDA PE T . 18 PE HBY I 4 Ik PR 3% 78 otk 52 2%
2R HIE LR 25 M AR M, HBV A 5 A B
SO 4 Mo 403 15, HBV 8 e A 5C M 408 095 2 1 1 32 %)
HBV REGL ™= A S e A T 8, I EmFsE kW, 515 &
FBEINREAHOCHE N 09 2 A5 PEAE HBY R GYAH SCAE AT
(9 AL Pl B 0T CIUTA D Al —Fi
PSE A FREDN RS A SN, R AT
LA, FH 55X R, W2 P [E NI # K
A A Koizumi 25 0F9E & LA C 11 TA 3 K A7 (E
—#—/‘Vﬁﬁg AHE( “’NP) JHE Zﬁﬁﬁ‘f’#éiﬂ’f?ﬁ%ﬂ’] 73

TA g[_];ﬁzjﬁ Il (A-168G) 51\ rg:-%};uﬁ MHC [I ;Hi
FIR R AR, H 5 52 Mg 1 B B A G . AT AT
WA 9T 2 A C 11 TA B [H . 47 #F SNPs ( £ &
), P RES TN XA 44,5 Zhao 5" OB 57 45
RAER.
AHIFFEXF 1 203 {4 A [7] ife PR 3= 1Y 1) 2 M HBV &

de \FES G TA 3L G 80 IV X G944C fi i 24 r}
AT T 8. 4558 won (DM PE HBV 8% 1Y JC AR 185
A CCBE PRI AR b 3 8 T B8 F ( HBY [ 2t A
B I ), 1T GC 36 DR A T AE R 485 45 35 b A it
R ERTRBER; QGG + GC A B (G KK Pt
PR ) AE T AT AR A b B A G S IE T A A
B QTEM ML 92 12 P oAU 92 A 8 FHFRIEAE 3 2L A
B, C 5 G AR K CC .GC 5 GG 3 Fiik A
UG A 2 [B] K AH 22 A8 I 3 O & PEH B 0 C 5§
{37 5 R 48 48 5 CC i PR A6 0 38 B SR ARG 11 1 I ¢ 1
PETR T 52 FUIT 2 IFAE AR, (H 0 T2 Lo 325 5%
ZEE AR, C I TA JER R 81 IV B 1) G944C {3 45
AN HBV By 3 & & KW (7 75 — i 1 AH C
P T g 174 7™ AR R TG A dnl A G 5 BRI RS CC
AiE IR HBV B 5 ANEE 5 A e ite PE S ; A1
[, 76 G M B R (BEFACY GG + GC) 12
HBV B YL A5 & e i Pk s . #EI C T TA 3

DL 30 F IV o944 {if i A8 S T B2 0 C T TA Sk [H 19
FARIKT- 944 {13 20 A5 XS FE I RE AY R Wi A3 iy it —
ABFEIESE . AR TERHE R C SRS CC B
ST A AR 20 T AR T AR P 2, 5 o T Ik

PR AR LR A kKD, S il A B-944 {7 5 45 (37 ik P 4t

5 5L AR PR S AR T A P A7 AR T T2 B 22
S A Rt — A R R P 9 2 R AR B S PR AT 2
B HE 8

B % 3k -
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