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Abstract ; Single nucleotide polymorphism (SNP) is the third generation of genetic maker,which
might be associated with tumor susceptibility and prognosis. The occurrence and development of
HCC is not only related to environmental carcinogens,but also closely related to genetic polymor-
phism of individual. This paper reviews the relationship between the SNP and the susceptibility to
HCC, treatment and prognosis.
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Z MR UIA G , A% T IR 2 25 1 (single nucleotide
polymorphism , SNP)YE K 25 3 Rt fL Fn i, 7840 ) Bk
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WA,

1 BZEERZ SR
PN AT R 22 A5 PE (single nucleotide polymorphism,

SNP)JE: 45 7 2 P 41K - Ll T B R AL 57 o 5|

Y fg B H.2016-05-13; 15 B # #.2016-07-08
E¢UH .- BEREAMFESTHTA (81260320)
BIESE 4 &, E-mail : gxxya@aliyun.com

Y DNA 751 £ 351, 1996 4- 8 Lander 2% B,
R K BRI PE R BE B 2 S LR 282 )5
(9255 3 10 DNA B e r 4 o SNP Jit At f5 22 57 v
WL — Rl T B IR Z AR 90% L 1,
HAENRER R AR R T 1%, 7E N R H
JZ AL CE 4 1000 A GRS HEAT 1A, AT
SET A 300 TANZ £,

SNP FERI PP A — P A iR Y
BT g R, BRIV — ol 0 45 7y — 7l i W e — o
MRS 4G oy — PR 5 g Ab— iR 2O 2 A4 | BV
W 55 e B A DB b A, S AR A A Bl T LA R
C.G.A.T,m5kx b SNP Z KA AL Tl C Z[A], AR
I8 15 e A (9 52 8 SNP AT 43 kg ik TR 4 i X SNP
(coding SNP,cSNP) Fl & [ 4 4% [X SNP (regulatory
SNP,rSNP), H:H cSNP M4 2 75 2722 G A 119 2 5L 1R
N[ 4y A Al L ¢SNP - (synonymous ¢SNP) Fil HE [d] X
cSNP(non-synonymous c¢SNP),, [f] X cSNP J& 48 Fr £ i1
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i e 3 118 25 A% I N 5 i) JHL T 3R ) R 1 O T S
2791, 570 i 5 55 R 2 AR Bl R 1 2 SO TR] 5 R[] SC
cSNP $8 cSNP FIf 2 Y 2 1 7 1) i 2l 78 a] i H ok
EN R A = o Il e o AN [T - e = 5}
HIThfE., T SNP ) 25 PEAE s B | 78 S IR 4
i 6 SNP A 1E TG +/- 140 B, TR F 20 B i B
K, Wk, SNPs i) 2515 T 4T A shik ik
Sa T G LN R S 1 o S5 B i

2 SNP EptEEE S R HE M

S AT R 2 F 5 2 B HBV/HCV e . # il
% 77 % Bl (aflatoxin B1,AFB1)% 82 Tk H /K 75 Y &
g A R s fa R 3R, (FR A IRk BRE R A 1Y 3
FEHEZEAERT, JA D b B XA 5
R T BT AR 22 S (038 ) Sk B A7 X T T
kA BAEEEM, FEN R ERERZ DR
Tt R T I R AR BRI R R I
(1) 5y I B 5 % T 98 20 TR B ) i s LA
SC AR BEH i B AR AR A Bl B IZ AR N
W R ARG R DR e B s BE X B S g LA
TR 2E FE RS B 4
21 RifEEER

2 Rl ) R B0 W) A AR B R TE I N 28
YA BR A, AT B T X B0 Y R i 4
fit #EAE FH AL R RES KV Z R 25 Y T BUR Y T
Wy AR AR WE A . 4l € P450 (cytochrome
P450,CYP450) 4% Bt H JIK %% i 1 (glutathione S-tran-
ferase ,GSTs) 5 Z F B0 R EHA ¢, = 580EY
AL TR ML AR L A AT LU R 1 SE R 2 AR R e
TAMKRR AR T, SRR TR e U
frR 9

GSTs J2&—Ff U fif 22 AH 5G4 2 DI RE Tl , 7E 4= 4)
AR S I AR BN, fE 1k GSH 5 W fif i |
AFB1 ., FIFHE 55 2R BURY I TEE P E =45 G
e AR M K S P3G 5 A R T B R B IR HE S D
KB H . BT IR 280 GSTs B = 375
PEART, T RE BT 56— S B 4 NS08 9 1 it 27
TIRe ™ B, DA AL £E 8 100 s 5 1k R L 18, 6
THH W25 I 5 B R R R AR B T
Z R AR SE . A TR 2 T BIF 5E Kk B, GSTMT Al
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GSTT1 S Z 251 5 BF i R R VI
Shen % HF 5% & B, GSTM1 1 GSTT1 & [H it 4 4 &5
B RS AT % (OR=1.31,95%C1:1.07~1.61;
OR=1.47,95%C1.1.25~1.74), It H.[A B A iZ 8 G
() GST 3k PR Y 20 & 1) 4> A ) T 98 B Jo P o i J&
(OR=1.88,95%Cl1:1.41~2.50), Li % 755 I8 K& #
GSTM1 K& PR 2R YA A R0 9 RURS: 2 R Bl 2 7Y (1)
1.64 155 ;GSTP1 M e/l e 2 1t GSTP1 Val/V al %4
A S5 9 XU 15 1

CYP P450 fiff = 24716 T I RORL A | 2 A P e
EEM | AREG, ENEM S Y (RS 4 M
P )OS R ) O (AN S R A AR s AR A DU
2 HIAIIRE AN RGN EY R RE o E
BOVER . CYP SR 28 M R AQ ol A2 7E W] A~
22 S FEE R, CYP450 fif 2 9lh b & 7 T8
Tl B AR A — 2SR, Liu 58575
NBEBIFSE 468 1] i & F 515 44 filt B 1R & v
i CYPIBI 2 K £ 35 M i & B ,1s1056836 7% 5+ G
SN TR 5 ) AU S RN 2 432 AT
N, SRR B P T 1s1056836 %A G S5 i
FE PRI B TR R 5T g XU 38 e PR AR OG (OR=
2.13,95%CI:1.18~3.86) ., Yu %5 % B, 767 Y A\ BE
1 CYPIAT 3801 T>C 2 A&1E 5 i KU 2 AH ¢
(TT vs TC:0R=0.77,95%CI1:0.60~0.99),,
22 EEERSHEER

59 M O A9 S I HBVx JE 10, 1 3 [
p53 . PTEN 55 3L R 1) 22 245 M e TP 0 19 2B R T bl
HEEAEYAMER . HBVx JE R SRR 2 BT 4 9
# x W, 7T HBV w555 1374~1835 i % 1 1R,
HAEA T R IEE AR AR, ] B AR
Fasg S AS B % 4 Chen 2510 105 191 JiT 958 B
HHRIhY E HBVx ZE K, Hid e 100 1 35
R 2] HBVx 3 K 1 58 45 (95.2%) , 75 1L H -t 4G
B B 2 A5 R (95.3%), Wang 25V & B HBX
FHXAFE 2N A, EEA G1440A .G1467C,
G/C1479A .C1485T .C1653T . T1674C; I %K
T1674C 278 {7 55 7F HCC 40 A1 18 1 HBV YL 41 A
Giitap2e 5 R 5 5 B AT 06 . HBVx L [H 3%
A Je 3 S O A P Y SRR S TR, A e S A
p53 BRI . HBVx FEFZ & BEARSF F 51,3
HCC 19 £ HBVx HEH 2481 HBVx HE R A



() 2 BTG DI RE WA Ry 2 B HCC A4 32 2
o Shi &¢I X 47 461 9 R 55 22100 HBVx
FE PR 2 AS K I &% B 10 Ala/Arg F1 144 Ser/Arg 2748
B, I & B 10/144 AR T3 5 R p21 ARk
FIRE K G/S HA 4, 104l #0098 JE R p53 AH 5C 200 ik
ToEALEIR 2 5 0 kA K,

P53 FERJE A4 e IR 5 N i ged R DG M e v 1Y)
s 3L FERFIE 412U h | p53 JE K Y 2878 S B LAY
RN 2 — AR p53 HA R R S 2 2t
S0 A AT R 4 A2 200 R A R e A
SO % A, Su AU 6 R ELCHEE R 160 191 TR
FF R 160 24 {8 FEXT BE p53codon 72 (s 1042522)3
PRUAG I , B GG FH PR Y A8 9 1 XU 38 2.57
¥ (95%CI:1.21~5.43) ,CG J&[H AU HEMHF ¥ % 4 JT 98
IR 384 im0 2.46 45 KU (95%C1:1.19~5.07) . Sumbul
LUSIESE T p53 Arg72Pro 3£ 2 &M 5 + H H AT
JERE LR, N PCR-RFLP J5 ¥4 119 91 BT
I BB K 119 1) T8 g X B p53 Arg72Pro FE [N 43
A, KR, p53 Arg72Pro [ Pro/Pro & K 7Y 5 44
A B KR Y 98 KU AH G (OR=3.20,95%C1
1.24~8.22,P=0.02), BLAk, #WR4ESIZ0HT, difik
Pro/Pro % A 78 55 55 M JF-98 XU A ¢ (OR=3.01,95%
C1:1.14~7.97,P=0.03), HHI HBV A &40 A
% (OR=4.04,95%CI1:1.46~11.15,P=0.007) , Hu %6’
XA TF K R B KT pS3 Arg72Pro 5 i 5 M Y
KR SCHRIEAT T Meta 4387, 2L48 A 3704 i %,
SER RIS S 5 B A 2
AT 2 B A AR DG ME R EAR B . mmR A
M HBV Ry v

IS PTEN & 0 F ANk 10g23.3, H1 9
AHNETFF 8 NN E AL, PTEN &P 2 A28 ik
Je v DL B e S R A 0 o 4 A A K R A e oy Ak
AR A 20 R R T AR bR A RS R I R R P R
FEHEZAERM . PTEN 3K 2848 0 1% 5 Z R0 i 19 &
AR B YIASCTT W9 R W] JHCC fE4E PTEN
A Bk 82636, #2878 PTEN &K £ 251 5 19 1)
KA R JRBEVIM G, S H T B A L, rs1234220
C A7 55 R 5 98 AU o 3 A OGRS S5 1Y) LA L
AOR=1.35,95%C1:1.07~1.69)"®'_ & PCR il PCR-
RFLP K 134 {51 168 B8 5 0 215 24 £t e X BR 35 v
1s34421660 1510490920 ,rs532678 Fl rs701848 fi) £

B, AP 5B R T-T-T-ins S04 R 55 48 i 9
KUK #H ¢ (OR=1.63,95%CI : 1.14~2.33), %] PTEN
BAAE AT Rl 5 b UG R TR B AT e
23 MEEZE FHBHEXER

iR 228 | RS SR — A L S 1 22 Ik DR
MEL BRI, ¥R B — R I OC I 245
FITRE Y S8, b il 45 Az A B 94 e 440 L 411 2 ot R
LR BB Ak 2 R (R R AL R (i S B HLA I
W 2 A K B ¥ (vascular endothelial growth factor,
VEGF) J 3% f A= K K 324K (epidermal growth factor
receptor, EGFR) 7EAE i N S 20 i 14 73 5 5 14 ke
LA A N PR E SRR, RS R E AR
(matrix metalloproteinases, MMPs) &E [ fif: 4fl it 4 3
Ji (extracellular matrix , ECM ) % 4% B2 (%50,
WA A RETE MR R 22 S P B T EAEH

CAMR LI VEGF 2B M 5HFENXRE
I, Machado ™% Bl VEGF-A 2578A 5 T i A
W6 5 A 5% (OR=3.088,95%CI:1.20~7.96), Gi-
acalone %5 2UWF5E 96 il )9 8 & 79 161 1 Ak £ 5
16244 M@ i Z ik E 1) VEGF 2754k, S5AF k&
HA I B VEGF-A +936 C>T 1Y C 25 3 A
B & 1% 2 (P=0.039) , % B 1% SNP W] B8 1% & 9 (1)
K J& ., Hsieh %5257 I SE 5 A BiAE 5 32 701 135
5] JFF s 55 5 R 520 91 A S8 X BRI VEGF-C 3K £
S, SR EM, 5S¥AMAEFRMLE, VEGF-C
151485766 A/A Y A] 38 1 AU (P=0.021) , #2718
VEGF-C 157664413 3 K 22 25 1% ] A8 2 W 1A )9 1
MR 2, R AERKET GG 5 A/A LA ZiRE
FH LG, A8 e i B8 XUBS: (HR=2.10,95%C1: 1.05~
4.23;P=0.03) , #& /8 & J AE K T 61%G (rs4444903)
G/G J PR 78 5 Ji-ga XU B85 A7 6 2

MMPs & — 28 Zn2 4 19 P9 5 28 1, 5 A il
fiff A0 L A/ 356 S5 B AR A0 35 G AR 2 ey i A A
Gl ZVEN  ERALUT R B ERBRE S 5
AR RIEAER B PCR-RFLP, KGN 135 i T
Jii FBAE R 496 44 filt B X RE E 9 MMP14 3 £ 35
P, 45K BL+6767 +7006 K [H £ 2854 5 I 9 5 I8
P X2 El Samanoudy %6 i ] PCR-RFLP J5 %
W5 MMP-9 JE IR Z2 S PEAE I 4 (42 ) s &
It HBV 41 (55 1) | JH-98 & JF HCV 20 (36 1] ) , fdt F
Xf HEZH (60 1) 1 5[], 45 A R MMP-9 i 8+ X -
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1562C/T(xs3918242) 1) TT Kk K 7Y & T4 & Ji& 11 XU
24 EEWMER

DNA &5 & — R 5 5 1EH DNA J¥ 51254
AR5 351505 D AR AR A O A R Ry . AR 1B
AL DNA B0 s 5 S A ds . OB YIBREE
S (0GGT F1 XRCC1 %) ;2 DNA MUk Wi 245 &2
P (BRCAI,BRCA2,XRCC3 J% LIG4 %) ; ®4E T
1642 3L X (MLHI, MSH2, PMS2 } MSH6) ; @ 1 W2
YIBR16 4 3N (XPD/ERCC2, ERCC1,XPC %) , DNA
16 53 B R B 8 738 254l DNA 153 K2 i A5 3L s &
A EAREE , R E BT S8 At
TS  DNA B 52 B ) 2 25 M A T B S AZ 9 DNA
BERE I 225, SEMIAE— @ FE B b5 25 i a5t
£ 5y e AN TR L 5 DNA U146 5 A1 56 1Y 32 B3 7]
ANE X P& A5 B AME B -1 (Xoray repair
cross complementing group-1,XRCCI), A2 8-F% 3k
5 IES W57 H#-1 (human 8-hydroxyguanine glycosy-
lase ,hOGGI) N A5 (1 + K 9 B A D (xerodema pig-
mentosum group D, XPD),

XRCCI i+ NG fafhk 19q13.2 ~19q13.3, 7
17 A5 5 H G i (4 25 1 50 2 5 A A e 5 AR
A5 5 RS (R B BE VT B A8 52 R Rk T 4B 52 . XR-
CCI1 B Fifs XA 3 AT B R 28 1 PR T R
Z 2575 B Arg194Trp . Arg280His F1Arg399GlIn , iX
SeAR SR HE S XRCC1 B A BTG, S AR
R LB 5 Z R e %5 VA O Wa 48 )
FH PCR-RFLP J7 i, M%< 218 9l fiF- i £ % #1277 44
fat FEXF e XRCCT 399 3L 2 80, WFRs ik
M, 5 GG HEFNMA L, XRCCI 399 AA FE K RIAA
FEFT IR B XU B R (OR=1.85,95%CI:1.03~3.23),
Xia 2525 v BELCEE B 719 91 9 35 1 662 44
fd FE X B XRCC1 22 250 5 9 UG 1k 10 56 &
gEIRL K c.910A> G il ¢.1686C>G H G v 3 [H
Z A5 b R I 0 RURS PR A DG Li 550 %
B, AR EABET XRCCI . 1471G>A A %545 %
[K Al 184 i g S Bt (OR=1.480,95%CI:1.224 ~
1.789) ., Luo ZPUHESE XRCC3(rs861539,rs12432907
M 1s861537) 5 ANHEIFIE 5 B 6 &R, BB
rs861539 Ay TT FE A I T 25 47 KL [H A L 8 57 5
JHF 988 B A 5%, $278 XRCC3 JEH (5 248 57 5 v
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] A R 98 118 DRSS AH 5

HOGG1 &5 5K B A VI bR & 52 5L 1) DB | fir
FAY Ltk 3p25 ~26 XIRP, B1 7 A58 FF1 6 4
W& UL, P Es 7 AN T B958 1245 (73 B
C/G 2451, 45 R 326 1 %05 121 bt & R (Ser)
WUAE Sy 22 B R (Cys), Ji S5 PIBFSE R I, 5 B A R
hOGG1 Ser326Cys # tb , hOGG1 3 [R % A5 fifi BT 98 19
A KRS B4 (OR =2.14,95%C1:1.57~2.91) , & /%
hOGG1-326 Cys 5o K [H 5 JH-968 1014 580 XU 185 A
%, Yuan 235 Ff] PCR-RFLP J57 32450 350 il i 98
B DL 400 24 B OE F O BN hOGGT Fi XR-
CC1 BN Z 534, 85 R R ,hOGG1 Cys326Cys
F1 Ser326Cys & K 4 5 -9 KU 8 AR G, JF H &
P XRCC1-280 Arg #ll hOGG1-326Cys M H.1F H nf 1
Jin 988 B9 KU P . Guo ZEB4%F hOGGT Ser326Cys
N 2 A AT 252600 B, L gl A 2583 il I 3
2271 # % #,GG 5 CC Mtk (OR=2.51,95%ClI:
1.67~3.78),GG 5 CG+CC Mt (OR=2.27,95%CI
1.57~3.30), £/} hOGGI Ser326Cys £ 2% 5 IF 41
i g P XU 388 iR OG

B ILH XPD W& @+ R D, F 19
YR K q13.3, 1 23 MM T4, XPD 3
RS 751 P51 A—C B S5 A8 25 28O0 B 1Y Lys
—Gln RS, XPD-751 284 T R 4E T
B(Lys/GIn 1 GIn/GIn He P ) 25 F: SO AT 12 VI bk 18
HHE I BE T, B L XPD-751 27505 ™,
5 375 F) 400 i ) A /DN 2 s T DDA G, W S
B, XPD-751 GG 35 KA A BB 14 RU: K
KA (OR=2.97,95%CI1:126~7.38) , Zeng 2338 1
WFSE ) PG P 5 L ML IX. XPD 2 51k 5P L &R,
KB /D — A XPD312A 250 5 R 19 4 1R F i
JHF 440 B 93 1) LR S GG 6 PRI 2.62 % (95%Cl:
1.626~4.222), #&7~ DNA 185 3K XPD312A %4 3 [H
FIRESR ) P4 R A0St XN P 4 L g %) fe B S S R IR
25 S5HESBREHEANEMER

JFEE A RS —Z R 2D IR i /B
T 572 RO AL AL e
R R IE A A 38 A AR A G L R 5 1
JE B KA M e, Zhang % P k% B, NF- kB
152233406 75 5 3 [ AL 58 G 25 1 3G 9 10 KU
Gharib 55 "W 038 S 835 COX-2 Z 8 M



U, COX-2- 1195 AA 3 H A (OR=2.5,95%CI:
1.18~5.37) 1 A %K (OR=1.5,95%CI:1.05~
2.14) 7835 N 04 9 AU o 2 SR ZEAE . At
B & L5 IR B B A DG R I 2 SRR A IL-6-
174 G/C ™ I-18 (-607C/A 1 -137G/C),IFN-y (+
874T/A) Fl TNF-a(-238G/A F1-308G/A) )t A Bf
5% % M TNFA-308G/A . TNFA-238G/A il TNF-863C/
A ZAMENTRES W AR A K,

3 SNP 5HEREIT EE

W], UG BR T 5 B B B R
PRAFOEA CZ A AR R Fie 5 BT RIGIT
25 U Ty A A A% 22 A O I BT
AL A7 5 i 40 L DNA #1405, XRCC1 F1 XPD 2254k
FTE T AT S RO R RO . AR Y ORI, S
XRCC1 399 Arg/Trp . Arg/Arg K& H AU AH [, Gln/Gln
S PR RS 5 9 1 v 7 A A7 B ) S S AR OG5 XPD
Lys/Lys #1 Lys/GIn 5& X B4 4 [ , XPD 751/Gln %
RUBH A AR R 4, i — P9k B, XRCCI
399 GIn/Gln Fil XPD 751GIn/Gln 7] [ 1% Bl 15 1,
1M F& I DNA & & g RE 1 , XRCC1 1 XPD 2 35 1%
(AR 1 AT 38 5 R A TT B RKOR . Wang % 1) A58
GSTs 2 35 P78 9 v 0 95 # 1 i & 8L, GSTPI
54147581 He PR 5 98 F8 00 A2 A7 S i 35 PR AH OC
(P=0.006) , 5 4l & 74 [b #5450 5 (K] 9 A8 R BB 1
A B (HR=0.71,95%C1:0.53~0.90), %3N
GSTP1 vs4147581 Z2 45 M 0 98 i) 91 5 $ it T 32
FRUEDE

VEGF S£ R 2 25 M 2 FFHE TS AS B 2k 57 fE B
HZ , Song %5 | VEGF 3R L2551k 5#%Z M
B Ik ALIT 12 2E (TACE ) ¥R 97 09 I8 S8 35 TS 2Z H] Y
KR, R ARILFEAAELL, VEGF-2578 AA
F-1154AA 5 A AU fig B 25 PR3 i R J5 26 T iy KRS
(HR=3.65,95%CI:1.35~11.13;HR=7.13,95%CI ;. 1.46~
65.8) . Wang %5 “7UL%E 363 il i A 5 & o EGFR
BT FE B S R A 2 A S IR TS OGR4
B &I VEGF2 (rs7692791,rs2305948 ,rs13109660,
136838752) WM Z S HEARE B AEFUA G,
Scartozzi %5 A VEGF Ml VEGFR £ 51k 5 4% 2
R AR IR YT 0 B IR R 25 R Z MW e R &

M VEGF £ 75 £ (VEGF-A.:rs25648C ,rs833061T,
r$699947C.,1s2010963C ; VEGF-C : 1s4604006T ,
rs664393G ; VEGFR-2:1s2071559C ,rs2305948C) 5 1A
J7 )5 BB 0 JC R AR A R A AE I O

BEAL , Pan 25 RF 5T 8 R AN T/ 14 Fh
7R 22 25 A e 0 i v (4 4 FH R HL 5 i R U
bR ARG 19 B A 77 (0S) RJE & & A A7 B ] (RFS) 1Y
KR EER LB, TNF-a-863 (CA+CC)FE [H A4 I\ Ky
T TR AR A R S ZE K B A A7 309 0 ik ST TR IR 2
Okamoto % P X} 92 #] HCV #H = T4 09 IL-1h M
MMP-3 Z 5Pk 847 T W98, IL-1b T 4G+ K& MMP-
3 SA HEA I U $02E  Wu SEPUBFSE & 8,93
{5 198 R 4 R 3% MMP2 C-1306T 28 53, f 5 1Y CT 4
G T Al 58% 52 k1 AU (RR=0.419,95%CI
0.177~0.994), CT H:P R34 RFS Lk CC 2h 5+
BHE K (304 vs 19.3 4~ H,P=0.019), #&/8 MMP2
C-1306T % K 22 25 1k Fl -9 % A A8 5 &2 % XU A
Ko

4 [a)RAFIRREE

SNP 1545 — s ARic, 5 B G R T 5T
WAEARH Tz BT SNP A7 B T it B R A4 0 i
8 BA) 52 T A Xk 25 b 245 ) 4 T 2 6 T T 1Y) 22
5o HATX T B AR SCEE N SNP 5 1 b b I i
J7 TG B ST 5T UG T AR R B 7E Ji S R TT , 4% T AT
FEAR AR —E W 28 57, IX 88 25 S JE 0 ol T i3
RO AR R SR SR, 137 REEAS iR A T 52
Kt — UL T3 A, X T 5y B R 45N A5 ) SNP
ZIE AR AR, X S i 2 AR T i B A i
TSR i 9 4 A A e Je AT Bt — 2D BRI RS
Wt T — AR MBI e B AR 4 % J% , SNP 5 JiT-i o
RO EIABIIR AT, eSO A o 1 T
KRR AEALE], R SRR 2 W RG ST 5
RIS

Sk
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