CHEATIERZGE CETRD » 20104 55 2 4 55 3 I

eZRiR e 45

7

IR IR JE IR 1 oty L B AT 290 73 TS S AT

RAE I 5T L i

\

W RIRTE (HBV) g2 4 5 ey
M A, H AT At g HEHB VIR G #4144
HAT ZWgmisg, QRmRgs . S
R BMERFR. FFThResEeE . FFREAG . JsUR PEAT
S o HBVIEGL G I ik 2 FF R 2% 1R I R 3R
B, BT R A A, S E ) S st
AR B UIAR S o 40 i DR 7 i 2 1) f i TR 35
2y {EHBVIR G b e rpod ik v B 1 1 1 O Sk
IS AN B A s B A S e AR Y. g
WFEH Fo (TNF-a) R H A2 A0 e
MR T, HAEEE AN 2 S S HB V&G
HUIMK.
1 INF-o FEMFR R

TNF-ou 3 %2 H 0 (1) Pk Bk 4 i o3, 1 4h
THEGIM . NKAA. g Beer 44 o fn—
S R A0 M T 4 . TNF-oi T 1T BB AR 1, LA
SRRMTE RS, AR K 452676 bp,
B EANI BT RN NE T, AT 6T Qe ik
p21IXHLA-IIIZEHE K X, /- THLA-BAIHLA-DR
[A] o

TNF-o A Z WA EETE, ARt
IR L, A ae A B Bt iRV F e s T 4
B F o gbsh, xF LA e CRUER.CULAN D 1R
Kot Ag sm, [RIIEAT U e LA, BET
M, PEHEIL-1. IL-2. IL-6[877 4 K i, ik
RYER N, fEHFIL-2R. EGFR & £ ¥4 LRI 241
PR I2EHRE (MHCILAg) (R ILE5EThARE, 7E1E
= B e N EE AR

AW H: ANt S R EREIE (2008-s-74)
WWWEH: W2 Email: panchen999@yahoo. com. cn

S, Bk UEEERICAI R B ML R i) . M 350025]

R ERAL (<10 "mol/L) I, TNF-a
TR 40 MR P 2 A0 T B o B 5 4 U )
WY, SHIRPIAE . REEAT A R, 2
BEALUE ST IR R RN, 5 | i 988 40 g 1
M5 AEREWKRIE (= 10" mol/L) I, i ETNF-a
TEAR P R K 5 7 A 0 TS0 5 i S AL A 1) 95 ~F
fir, 55 A A A DR A 2 P B A

TNF-of5 Fifh 32 4k: TNFR1 (ANJEHP60) K
TNFR2 ( NZENP80) , —H7EFiH 4 Mt %
&, AR LLA AN ) HL I 9 25 A8 4 R USRS, TNFR1
ST G, MTNFR2IGIZ LGB, $R —
G E AN AR Y. . TNFRLG A 1R
M2, AEAG ST PUREEE. %5 Mn-
SOD. ICAM-1KIL-6[132IE . &3k e 2T 4 40 i 14
B VLS A MR P4 ET . B NE- x BEEZ Rl A4
TEE A ALk TR AR R 2 RS SN
BUHCAE AR 5 J5 Tk A FH o TNFR2 3 22 4% 346
I 40 PR RE N 6 6K B 40 D 38 B A S, e
TNF-045 5 TNFRUME IMTNFR1G S HA/EH, [H
B INICAM-1[1) Rk . TNFRIE A7 2P 1T %5
PEIE 0 (STNFR) ,  AH RV b 3 1) 52 & A7 7T
HMAER, RISTNFRIAISTNFR2, 355 M4
JE b3k 2 R K AR R ORI AR B AR TN
(P25 PR, T8I 5 TNF-a4s 4 1 2 TNFRA!
TNF-af g &L &84k, B TNF-a4s &4
B WEHE R AR
2 TNF-oBEE % 7514

TNF-aft K B AT IR 2 S (single
nucleotide polymorphisms, SNPs) , JLILFES’ -
B 5L R R ) T IX 30N . Endo%% % HPCR-SSOP



46 o gRK

BOR, XF46f] Lk PRI i s 2 R0 104451 i R
W TNF-o & K157 -oi @ AT 20 A, LA I 21 5
SNPs: —1031 (T/C) . —863 (C/A) . —857
(C/T) + —308 (G/A) F1—238 (G/A) , 1M
LI 88 2 25 1 A5 7 ik DR R [ B 43 A1 A% AE
HNBER 2R LG m X . Waldron25:Wik &
WL, TNF-a&KSNPsifudhi—1196 (C/T) .
—1125 (G/C)  —572 (A/C) . —316 (G/A)
—163 (G/A) . —70 (G/A) %5, BT &L
Taqman MGBHREFWF LT NE AR CRLFEDUE . O
W AR, KR TR TNF-akk B E 3 7 X
SNPs, KIL6SNPshifi, HI—885 (A/G) .
—863 (C/A) . —646 (G/A) . —648 (G/A) .
—568 (G/C) « —857 (C/T) , Hfi—646 (G/A)
B R ILSNPs . M Bk S5 PCR-SBT Jy
VWE T R BB N BETNF -t X 5 3 7 X 10
SNPsA7 i —1031. —-863. —857. —572,
—308. —238. —204. —163, HH1—204. —572
1) 22 A AT A2 /AR ILARIE
3 TNF-aSHBVELAY X F
3.1 TNF-axtHBVEGVEA  STHBVHE LB /N K 2
YEHB VIR PR B SR, A /N o0 Bl ek e
10 JFF 40 O B CTLIE B, KB40 Bk 4 41 g WHBV
PP ARy e A B DR, AR B TNF-odf i) A3
]3/%[7,810

TNF-ou 4 230 ok =1 20 375 A 2 34 0 40 ) AR5 ok
HBV. 4L R I TNF-af 0% 4 HIHBVZ L JE 3
TR s YERY . BiermerZE ' WF 5T N ANFE- k Bi&
o9 5 5 ) OB L, NF- x BREMIAHBV X
K SE ) SE M B L R R e M, I HINF- ¢ B
WEPENG, HBVAEHI R, TNF-afiiHBVE
2 R A NF- « BEAEH . Puro5E 5T A
) TNF-odfl i 0% NF-x B, J /b THBVH: N 4
X, FEHBVEAKFRATRE, 1M AR,
2 I A IRIRDNA (ceceDNA) /KT %,
H&ERHBY, MHIHBVIZMEAL . TNF-aidn] LA
5 Ab A e D5 B R T, AT HB VAT B4 )
HRVER . Pasquetto®5 /" ZEWF ST IFN-y. TFN-o/pFl
TNF-ofE 53 77K P BIPUR BERE PRI, A B8

«rpERPIER RS (R » 2010 4F 45 2 45 45 3

IFN-y7EHBV-Met4 4f i H A g 4% B2 FEICHB VA 5%
Q%) , A N TNF-aflIIFN-y ] #8 F&{CHBV
mRNARIEL 171

TNF-oXf HBVHE 5 M CTLH b th & 2 T 10 .
Kasahara5:!" 5 [T HBs A g2 5 ) J50RL 56 Y il [
TNF-oJEF i, 0 e 42U 75 3 HB VS 7
PEICTL, HBVJFRLFE Y5 K AEAETNF-0 fLS
FHCTLR N, fEAHFESZMET, BAERERA T
CTLIX Mo fEWIXHBV TR %)% 7, TNF-a ' fl
REf= A 59 IMICTLR Y., ARTTEARAMRIEC R, CTLA&
4 FF T ZETNF-0, REIXHFE, 345 CTLA 24
WRT o CTLIHIZ A RRIA KW TNF-0~ R 17
TE B S B 4 B B EHB VS I CTL e, {HIX
L o A B R AN R I 3 ), B 22 R TR R AR N
TNF-ot# I TNF-a "~ BLCTL 58 & 39 5 .
3.2 TNF-ab ZRF X ARER X 2 BRI
TNF-o/K~F 5 55005 7™ B R S IE A6 . Nagaki%:!'
G I B 7 2 e 2R T oy £ 137 T TNF-aK P 2 35
W, SR QR R R M P TNF-a/K P4
e, 25 gevk 2 X, i HLH 32 95 58 T2 491 1
T TNF-o/K V- 8 T 7730 4 . Wang 26 5T
R IRAE R 98 58 1035 T TNF-afHIL-6 7K 7 B 2
e TR AT AR SRR IR, fE R
T Bz oy N2 B8 v U, o S R v R ) 4
FRE R KT o Odeh ! i 1 5 74451 0 ~ 425 BT 2 38 AT
095 S8 L TNF-oK P 5E , A B PR 3 2B
i, METNF-o/K s, (fE TNF-a/K V-5
T R IEMSE (r= 082, P < 0.001) . &t
Foit G ELISA A 3001 1E 7 % . 3145048 1k
LI 98 S FN 3041 18 M 5 8 £ R 98 A % 4 A
M TNE-a ) K, AH A 5 T2 218 1 28
JHF 98 21 R 08 1t 28 2 R 98 21 A0 8 LS TNF-a7K -~
Bk kIt m, B AR ZER¥A SR,
NTNF-02 5181k LT 5 F Gk Y 2T 5 1)
R o

TNF-o A b 2 I 27 4 Ak S i e A F
— P E R 1. Orfilae " B DU &4k B
I R AT AT Ak L FE B, TNF-aist¥sn., )5
A 2F AT WU 40 i b R ILTNF -8 52 35 141



CHEATIERZGE CRTRD » 20104 55 2 4 55 3 I

DNA, ] RE7E -2 H 10 JH-Jie 2 B 2 70 1 L E B B
G e () ERaet Y 70 ¥R Al AR L E AR AR 2P R s
MSOBHBVIE YL H (AT AL KB, TNF-ofE i
B R e (52.9%) , LRI AR AL
(45.9%) , BB ETIEW ARSI 241, $#
/RNTNF-02 5 il 72, IF BAE T 2k
J R AR

TNF-aif 5HBV DNAK R %Y. Mg 7
5 E s B & B, HBV DNABH M4 (0 41 21
TNF-afHPE3% 459%, fTHBV DNARH P41 TNF-o
PR A20%, —FZhZERAgI#E L.

TNF-o/K V-5 /98 P F AR JEAHOC, AT RE S A
e (DTNF-on] B840 18 40 i FTHB V k4
T4, I FBAE RAE, 1T fu ki
JeL, EHEEE N, OTNF-afEfI BT, BibkE 4
. NK4M. Bz g i A L o Reis e o, 5
P BN B G S5 AR TR A S oy AR IR
N, 35RO BIAAE; (3TNF-0 '3 BN LA TG A e
A5 R0k 9 ot A P g, R A K T 4N B A BE A
LR IR TEE; (OTNF-afF 75 557 R B LA
SFUWIL-6FIIL-1, JfAH H W R 2 5 G g BRI A s
(5)TNF-aill i 75 /ENF- « B {5 Zil %, 7% Feycline
DI1ZIE, I F4n i 5 AR, X ] R (R T
90 s 2B R I L,
4 TNF-oEEE % 21X TNF-o B 2200

— N I TNF-o b S 3 7 2 5 70 i ¢
HAE S TNF-077 /5 . Kroeger 57 7 TNF-a
—308G/AZ S HEXS TNF-aE Sk 1 5g M, R INFE 5%
K7 5 5 5 TNF-0 ASE LR 456, HTNF-0 A%
7 5 R P L A A2 S /KT B TNF-a0 GRS S FR 1)
EAAA 2% . GonzalezZ5 P 9Eth % 8, TNF-a
JA )T IX — 3084 A% T IR G AR #t )5, TNF-adt
DRl e s s 3R B 7% o 3 4h, X TNF-a ik i 45
HURIBESE R B, 45 TNF-adk K — 30847 &5 — &
K10 bpDNA v B Al BB UE -2 (activating
protein-2, AP-2) [FHJF4], 4 —30847s/EG
SEp IR, AP-20] DL 53T 5 2 4545
HRAEG— AR, AP-2T7EAIZIT 5. Jurkat
TN PR 1 Th REMESEE0 AR R W] T AP-2 AT #ll | TNF-a

et e 47

AT IENE, s, A TNF-a —3084k
PR 22 A P mT e it 52 M AP-2 5 TNF-ad& (R [F1 45 &
TV HHE P, — 30847 I SNPsH TNF-a& A /K
P ZE S, SR MHCHEEBUA A7 Bt s 2 AR
i, —308AZ45 T FIHLA-DR3AL T3 A -1
RS, HEELT TNF-a0 i (1 2 70 (Hd A4
18, TIWHLA-DR3 (+) 4li4/EHLA-DR3 (—)
4, —308G/ANE T ANRTNF-aff 73 Wb A2 Tt i
E7, HRHLA-DR3A & AR H]fE5]HE —308G/A Lk
AT TNF-aff]m 314, 1 55HLA-DR3H X TNF-o
Ik, AT REAE TR — 308 A4l A T IE BT R
Ao

X T TNF-adE R 5 3) 1 EHARISNPs,  H i
WA AR D, g A3 1998
L, A2 F 3 R 2 E S TNF-a s R 3 1 X
SNPs[SE B R I —375. —237. — 57502 2511
SNPsX] TNF-aff) ¥ & I 5 W, {H{E—87551—863
A7 I SNPs X TNF-o4% 5% W b, 153 H 45 182 Al
FIERIP . ATREI IR A, W L IX HESNPs 2 1 b
EIMIDNAZE K RIEAE T4 3L DR 2 7 Al
R B IRES « 19994FE 4 2% PO — 863 A
A B JE AP JE I TNF -0 S5
5 TNF-oEE [ % 7514 7E CEURF R BI1ER

Hohler % iF 58 43 #1 7 716118 M HB V& 4
B 320 Stk 1 BRI A RT99 44 Ak FRE T IR I
TNF-a, %55k HHBVIEYE 1847 7E —238
P HBLA (18/71, 25%) , ifiath B R g
BE A2 (2/32, 6%) (P < 0.04) , fdfE
SHRARET (7/99, 7%) (P < 0.003) ; 1M
— 30817 KL Z A HELE S AL P AHAL, X P 22 R ok
FHLA-BELDRB- 1 5540 5 PR B AN - i >k At B
Z JETNF-a — 23847 /i) 2 &1k 512 HB VI 4
RIEANSE . AT AE NTNF-a — 23847 1% 1 1R th GA¢
HAJG, TNF-odk R s U3 BRAK,  TNF-oE il
M, RPIREEA G ERR, BUTHB VI KR A7
#f. LuZP [ PCR-RFLPVAIITNF-0 —238G/A%
Ak, AR AEE PEHB V& Qe 4 v i 2
BT HRYEHBVIE AL, #E—2P5AE T Hohler(#)
UG AR . Tsuchiya®PUHEGL T 2 tEfF 26 4, A



48 o gRiK e

JH ARG H YT 2 B0 T 20 R0 I R R v )
TNF-oJf 8 F[X —1031. —863. —857. —308.
— 2384 iU EE N 2 A5 1, KILTNF-a —1031C
HT— 863 AZE ke PR AR A1 S JH 48 20 0 HE 284 1 ¢
YHH R = TR O AL, HAE T R AT AR
SEF RN M ER LGSR LK
ANTE TS A I TNF-adt R 2 350, KIL—1031C
S5 R R AE R RIE T 4L T e R 4R
TR RAEEA, $ERTNF-05E K £ A0k vl i 5
RN R TG 5<. fEAAAREF, TNF-0—857.
—308. —238f7 N 2 Az g e
M Kim 25057 K RTNF-a bk P 5 3 11X — 30847
RAZERT HE DA BB — 8634 A S5 A Jk IR ) ol
K EHBVIEGL LS R B VI G, — 30817 RiASE 7 5
DRI ) HH B 5 HB Vi B R ER 3P R 0446 11 H IR 4 25 A1
XK, MEVEHBVIE Y — 8637 s A% A7 FE A 1) tH B
W2 = T B K EHBVIE B

Joi 28 PR £ B3I 9% % B TNF-a ik PRl — 238407 A A
AT S HBVE G 2 & PEAH DG, HBVE
P YL 4 TNF -0 PR — 23 847 55 A28 o7 ik [R A% Gk
FE THBVE ARG YT RIS 4], HBVE N AR
RGP AR A 2 ) 2= R gk m e ke
DRI AL M DX 13 149018 2 AL 4% 7 R 165451
HBV [ BR 1 & e % TNF-odE R 3 3 7 —238G/A
—308G/A. —857C/TH —863C/ANL 5% S VEWF
5%, KILTNF-a —308G/AFI—863C/AN i FE K 4y
AR ATAE 2S5, HBV A BRIE R Y41 —308G/G.
—863C/CHEDE YA A4 i AL T8 Pk LB 48 i
4, —308G/GH:PRIANNS T-—308G/AIE R Y i fg:
PR R IHLAS b A3.5; T — 863 CAR Ay JE R A
X T — 863 ASF A B G LR R I JLE L
1.35, Ut EBG% N FHB VIS 117 BR 5 TNF-a
FER 87 —308G/AFI —863C/AN 1 2 &M
5, HAPTNF-0 —308F1 () —86317 AL
FE D FOA7AE AT REAT B THB VI YL 35 b o /) F74
SEBIXFTNF -0k K ) ) 7 X (1 2 & F 7R,
e vk R R B SHBV H B PR # A,
TNF-a —857C/CFITNF-0. —238G/A 5181k 2. AT
KW FHREE (OR =1.53, P= 0.044; OR=2.11,

«rpERPIER RS (R » 2010 4F 45 2 45 45 3

P =0.045) ; BVECRIH R EF SHBVH L
i, TNF-a —857C/CH18M: LRI 4 1B 3% Gk
(OR =1.92, P=0.004) ; HBV#i#& SHBVH
BRI YL EL i, TNF-0 —238G/A SHBV &
WEXKEE (OR=2.34, P=0.020) .

Hl, TNF-adtR 2 &M% 5180 OB %
U BEST R A G PR R IE R D o [ A BB
TNF-atk K 2 &M 5 T30 505718 w2 H %
J7 RO R o T M PR 43 a T 91 22 VR T 1Y
B RFREHH RN, MEH26 N, T
NEHITN, NEMAMICNE A 2 A TNF-0 —
238, TNF-o — 308K AL 1) 43 Al 22 ¢ L 4e v+
B, AN EHE ORI R RS TR N
4 5 TNF-a —238. TNF-a — 30847 i 5% 1
M2 A RETL K. B HSEEIx 2626012
PRI 2 O H TFNa- 1097 W58 &K 8L, 78
TNF-0 —86347 55 I, C/CHIAFHIEC/ATL., A/A
MEBZIT AR, ZRrUA5 RN 1F
TNF-a —857f7 5 1, C/CHC/TREFH 7%t
B, ERAgoby R MAETNF-0—23847
MAKRIER ZEMEET R ERAL T E
X o TNF-od K 2 25 P 0) 538 i 5% W TNF-a )
Kk, HEMAEHBYV R IG R F T B 97 3
SRR . HATRX TTNF-aE N 2 &M 5%
T (D KW HUw 97 A0 KRR WARIE .

MZ, TNF-o & HEER Z &M 5HBVIE LK
REYV), ARFS U IGE M= — Bk, X R
R FERBEAREAL, [FBILTE% ETNF-o
LR 22 251 5 MIH C (1) i 26 B8 0 1) 32 40 AN - 1l
PE,  HMHCHfth 2 R 2 2 P B 7] g 5% T TNF-a i
PEo BIL, 7E4 G0 TAET, Ay EE AR T e KM
B 2R, 2R R LLEE— 2 I TNF-ofE
HBVEG P EH], fa 3 mKi2ih .

Sk
[1] Wang FS. Current status and prospects of studies on human

genetic alleles associated with hepatitis B virus infection[J].
World J Gastroenteron,2003,9:641-644.

[2] Rapicetta M, Ferrari C, Levrero M. Viral determinants
and host immune responses in the pathogenesis of HBV
infection[J]. J Med Virol,2002,67:454-457.



«HERPIERAGE (TR » 20104 45 2 4 55 3 3]

(3]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[19]

Endo M, Tai H, Tabeta K, et al. Analysis of single nueleotide
polymorphisms in the 5'-flanking region of tumor necrosis
factor-alpha gene in Japanese patients with earlyonset
periodontisis[J]. J Periodontol,2001,72:1554 -1559.

Waldron LF, Adams C, Amos C, et al. Tumor necrosis
factor 5’ promoter single nueleotide polymorphisms
influence susceptibility to rheumatoid arthritis (RA) in
immunogenetically defined multiplex RA families[J]. Genes
Immun,2001,2:82-87.

B, G HE, W E e, 5. FH Tagman MGB&REFEFTHTIE A
FETNF- a ﬁﬂ)"ﬁ]?l:ﬁ’fy B2 2 ], R4k
(122 F}HiR),2006,27:51-54,62.

B, TR, TN, S5 R FEBUR AHETNE-o2% X R 351X
2 A, I%E%A\M 2007,23:518-521.
Guidotti LG, Ishikawa T, Hobbs MV, et al. Intracellular
inactivation of the hepatitis B virus by cytotoxic T
lymphocytes[J]. Immunity,1996,4:25-36.

Guidotti LG, Rochford R, Chung J, et al. Viral clearance
without destruction of infected cells during acute HBV
infection[J]. Science,1999,284:825-829.

Romero R, Lavine JE. Cytokine inhibition of the hepatitis B
virus core promoter[J]. Hepatology,1996,23:17-23.

Biermer M, Puro R, Schneider RJ. Tumor necrosis factor
alpha inhibition of hepatitis B virus replication involves
disruption of capsid integrity through activation of NF-kb[J]. J
Virol,2003,77:4033-4042.

Puro R, Schneider RJ. Tumor necrosis factor activates a
conserved innate antiviral response to hepatitis B virus that
destabilizes nucleocapsids and reduces nuclear viral DNA[J]. J
Virol,2007,81:7351-7362.

Pasquetto V, Wieland SF, Uprichard SL, et al. Cytokine-
sensitive replication of hepatitis B virus in immortalized mouse
hepatocyte cultures[J]. J Virol,2002,76:5646-5653.

Kasahara S, Ando K, Saito K, et al. Lack of tumor
necrosis factor alpha induces inpaired proliferation of
hepatitis B virus-specific cytotoxic T lymphocytes[J]. J
Virol,2003,77:2469-2476.

Nagaki M, Iwai H, Naiki T, et al. High levels of serum
interleukin-10 and tumor necrosis factor-a. are associated with
fatality in fulminant hepatitis[J]. J Infect Dis,2000,182:1103-
1108.

Wang JY, Liu P. Abnormal immunity and gene
mutation in patients with severe hepatitis-B[J]. World J
Gastroenterol,2003,9:2009-2011.

Odeh M, Sabo E, Srugo [, et al. Serum levels of tumor necrosis
factor-a correlate with severity of hepatic encephalopathy due
to chornic liver failure[J]. Liver Int,2004,24:110-116.

TS, SCRLR, HE, 5 SR J8 A M L R R
SETR ot A2 A b 3 ST, Hh I R 22, 2007,7:861,864.
Orfila C, Lepert JC, Alric L, et al. Express of TNF-o and
immunohistochemical distribution of hepatic macrophage
surface markers in carbon tetrachloride-induced chronic liver
injury in rats[J]. Histochem J,1999,31:677-685.

Wheelhouse NM, Chan YS, Gillies SE, et al. TNF-o induced
DNA damage in primary murine hepatocytes[J]. Int J Mol

[20]

[21]

[22]

[23]

[24]

[25]

[26]

(27]

(28]

[29]

[30]

[31]

[32]

[33]

[34]

[35]

[36]

Zrik e 49

Med,2003,12:889-894.
Tocca HA, Isom HC. Tomor necrosis factor- a acts as a
complete mitopgen for primary rat hepatocytes[J]. Am J
Pathol,2003,163:465-476.
Mok, B /NEE, W] HBVIEH S AT %% M 40 b 1
TNF-o. GF-B2If5Zmi[J]. thF4e A3 16 4%7,2005,13:729-
733.
WZEr, KB, R, 5. MRIAAE N odll i NF-«BfH
T PR T AN B R S HERE (D] AR e S A ) A B
J#,2007,34:604-610.
Kroeger KM, Carville KS, Abraham LJ. The —308
tumor necrosis factor-a promoter polymorpbism effects
transcription[J]. Mol Immunol,1997,34:391-399.
Gonzalez S, Rodrigo L, Borra JM, et al. TNF-a —308A
promoter polymorphism is associated with enhanced TNF-a
production and inflammatory activity in Crohn's patients with
fistulizing disease[J]. Am J Gastroenterology,2003,98:1101-
1106.
Kroeger KM, Abraham LJ. Identification of an AP-2 element
in the —323 to —285 region of the TNF-a gene[J]. Biochem
Mol Biol Int,1996,40:43-51.
Allen RD. Polymorphism of the human TNF-a promoter-
random variation or functional diversitv?[J]. Mol
Immunol,1999,36:1017-1027.
Bouma G, Crusius JB, Oudkerk PM, et al. Secretion of
tumour necrosis factor a and lymphotoxin a in relation to
polymorphisms in the TNF genes and HLA-DR alleles.
Relevance for inflammatory bowel disease[J]. Scand J
Immunol,1996,43:456-463.
Higuchi T, Seki N, Kamizono S, et al. Polymorphism of the 5'-
fanking region of the human tumor necrosis factor (TNF)-a
gene in Japanese[J]. Tissue Antigens,1998,51:605-612.
Hohler T, Kruger A, Gerken G, et al. A tumor necrosis
factor—alpha (TNF-a) promoter polymorphism is
associated with chronic hepatitis B infection[J]. Clin Exp
Immunol,1998,111:579-582.
Lu LP, Li XW, Liu Y, et al. Association of —238G/A
polymorphism of tumor necrosis factor-alpha gene promoter
region with outcomes of hepatitis B virus infection in Chinese
Han population[J]. World J Gastroentero1,2004,10:1810-1814.
Tsuchiya N, Tokushige K, Yamaguchi N, et al. Influence of
TNF gene polymorphism in patients with acute and fulminant
hepatitis[J]. J Gastroenterol,2004,39:859-866.
Kim YJ, Lee HS, Yoon JH, et al. Association of TNF-a
promoter polymorphisms with the clearance of hepatitis B
virus infection[J]. Hum Mol Genet,2003,12:2541-2546.
RS, R, ar i, S5, MR IRSEIN 1 -o Rk 2 A
Zi”ﬁ&f“iﬁﬂ\]@%éﬁﬁﬁm?ﬁ%[ﬂ. Fp AT A
,2004,12:538-539.
TRV, 2, r—J/:FEi, % TNF-adEDN A 801 2 461 S HBV
TR A1 DG R[], AR A 25,2004, 12:2086-2090.
R AR, AU, ?ﬁi A5 TNF-odE R IR 2 &S
HBVJﬂJ«m EIR] AL T, 2007,23:87-88.

BT, A, A5 A8 R 5B o P I BRIRYT
F%'ﬁ R IR AEIR 1 B A SR 1 0B RL T IR 2 A TR IR AH DG



50 eZRiK e CHEATIERZGE (BTRR » 2010 4 58 2 45 55 3 3

[I]. 38 7EPE K22 244R,2005,26:1400-1403. FR AR e 2% 3k5,2007,25:675-680.
371 WRBTH, 255, SR, 25 1 R AN 1 X R s E A
AR Z B ST g insT et AU 97 A ST Wk HIW: 2009-03-03

s
® 2 1%-.

=8 M [ iz E B B R R F AR S WL E R 45 3R

“Bramibiz B FAERF RN —— “Buavegfm” . FT210547A15~TA180 AR E
R T S HBHRT, RRAXBGAEHRFELRZARITLTIZER £, 2REANERKAE
W B F 2 (GCACMID) FoBRiM W KAk A4 B w54 (ESCMID) thir, FAFR|FREFRXBEHT
. PREEFARERFENA. TREFANARFNA. PEEFARTREFARFZ ;A PREF
AL FNL. PREFAIMKBRFENL. PREFALBRENIS. PREFATRAE,S. £
E w54 (IDSA)  BRRERBRF L (ISID) 69K X4+,

RABABRABEAGI000R8 SR L inFE RfFERE—F, £F AR LA A
HRGE. KEAIOANFTHERN. SAHELT. 1R XLT. INTERAR.

KEERERAFRK. REFIK, EFRXNTPRERAENTMARE S0 2 £ Ry FE 2 F 057 R
R, AAREEFERFRANBRITOEST TR, KAERELHREANE RUAENERLEFS (GCACMID) £
JEPo-Ren Hsueh#d%; BEIRATMINRES 254 (ISHEN) FFRoger F. ButterworthZkd®; BOMI& K
WA F AL R F A (ESCMID) /& Javier Garauid®; T AR BRLirH 54 F/FVing-Hong Setok
#; HRIABLRABRESNESE SR F SEFMasato Tashiro#dkF; EARERFITREE R K%
REI. RHIZ. XA FHIK. HAREHIIZ. AR FEE.

£33 FPo-Ren Hsueh#dg#) (AR5 ERFIFHM XY ; Roger F. Butterworthid%ay (AFHIE A
AR M5 yTY .« Javier Garaukd®ed (A AMRSAE ZaGaL) ; Wing-Hong Setoizuy (BT M
FEGEEZESPHK) ; Masato Tashiro#dzs) CRBRRBENRTEY ; TUAHRY (TR LLEF
H: R TFHARKRTHY - 3R (REFRERRIEGBILY « XA FHIR (BERLREN
W FaFony « Y ARLLEIL S (P EIEN: FEGZBEHKY . A mAguRe) (FKPCERR £
AT EYBATWMEE) FHEYEHE RFHENGET A, LRENHRSIKIT.

TA158, REBZKEIFOFKEHITEARRKEN T EZ—, AP RET RAED H YA
Loy R 4R R E R EA. R AN, BN AT E ARG s S E R T AT S LR 4 25 4 64 it 24 19)
M, QFEMARY. FKAED SRR E, kAR I R RS mF 2 (ESCMID) 49
A BT AR DA TRFNBIRMN 97677 7K. BTREERFT RAEMIER T ¥R 45
RBATH, LB A FE RN 96T 7 EA BIEAN T R,

A4, TA16B XAWME L, HZ/B “MHEIMRELL FRER (£, 4. 8. ABXL) 8%, &
HAAMEFARFIRKIERAIZ. R TEAELINHRKEFAFIZAKLH ML, FATETMENKX.

ARREBVELGRE. 2RAR. 2HKF. BISAARNRERRTZ BN ARRARS,
RE T EFRAKE. CHREEHIZEERRLBONERGAGRK. Sifibinit TRERG TR, @t
EARKNARETER, EGERERFONETETEZNAC, LTRHIZERZERE EALR
ER, AAAFPEEFRESEAGES IEZETIE, B3 FHIRDN, AXBBETEHREFF
&, BRSRERERANTE, HRERGET. BIEMBARERNEREERT —m b,

BHER K ZR LRI R EHIZER
2010478





