AR ESEESIE 2012435 53655240 Int ] Radiat Mcd Nucl Med, March 2012, Val.36, No.2

\
1

DNM’P‘E K hOGG1 R
AL BB R

I% xiz AWFE IF MAE BRRE BT®

SR

UEE] OB . AYr iR ERHBE A S5k &4 5 7 iRt AR 8-
BB DNA JHA (hOGG1)HERETE DNA GEE P IERA R RN ER TMES SRE
Higts BN R,; 558 hOGGL B K SRR 2 5 BAE M A4 FIRITREMIT; %97 hoGC1 £ H
ER TR EEN SEHEUBNER; 15l h0CG1 R ARER BATHLWATHE iS008

(R8R] AW SEESES DNA BHREE,; 204, BBHER; IE; BRELEHR
Vs Bwg, dESTHE

Single nucleotide polymorphism of DNA repair gene hOGG1 and genetic susceptibility of cancer
WANG Hong, LIU Qiang, DU Li-qing, WANG Yan, FU Yue, CHEN Feng-hua, FAN Fei-yue. Tianjin Key
Laboratory of Molecular Nuclear Medicine, Institute of Radiation Medicine, Chinese Academy of Medical
Sciences, Tianjin 300192, China
Corresponding author: FAN Fei-yue, Email: foithfan@yahoo.com

[Abstract] This article discussed on the relationship between single nucleotide polymorphism of
DNA repair gene human 8-oxoguanine DNA glycosylase (hOGG1) and genetic susceptibility of cancer in
aspecls of gene structure, biological function and relationship with disease; reviewed molecular epidemiology

studies of hOGG1 and cancer genetic susceptibility; figurcd out the diagnosis and prevention value of hOGG1
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as a biomarker of cancer susceptible populations.
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YIRDER. ABEAEF/ERT DNA SR HLH],

TR 8-F£ AL B IERS DNA BEH RS (human 8-oxoguanine
DNA glycosylase, hOGG1)E AR AEE 8% 8-
oxoG M EYIERE R 19, hOGGI MIBE R
AR T RE B SR 235 U 3 3 S B R A s & A
FEEMEERE, WOCCI NEBTBREZSH
(single nucleotide polymorphism, SNP) ¥ B T 4 E
WL 5 B AT AR o A% S0 of 3 3 254 b
B, £YESLSER. EE SNP 5EBMER
S JLAH A hOGGT MRFFE R I T4R .

1 hOGGl WERELZH

BFE 20 4 60 $1ﬁ MTEAREHE S &
BT AT 1k 8-ox0G FATHY DNA BEHREIEIN, 1996
4, van der Kemp FFUERE LB ARG AR ZhRE 1 2k
yOGG1, 19974F, Rosenquist Z5fE 75 yOCG1
[FRFFIAIR OGGL B, Farf A h0GG1 £,
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hOGGT EFH AL F A Y ik 3p26.2 KK, W
RIE— MM EF AT AWA TR, TR 1
35T AHNE T, R 2 U5 8 MINBTF. BB
T RER LA M R LR b (R f A5 5 N ARG X,
FETF ATG F E T TAG A B T45 1 #1%
7 S5NETF, HARALEE TATA &3 CAATA &F51,
TEBA A B A MR R FRKE, SR T
FHW, HEFHEYHE 8 fRtad, B la.
b, lc. 2a. 2b. 2c. 2d il 2e &, 45158 195~
24 MEEBRBHALNEA, la WRWEESE
BEM TN, EaSMEEM TERAE, 25
£RRi K DNA BB E1EE .

2 hOGG1 EAMEYIFTHEE

hOGG1 EHE4LH 0661 EHBA HIENH
REHEYE, DNA SUBHEASH P, WSk IR
ORI m e s RS A s, OGGL R AES
e SRR BT DNA BLEE AT 8-0x0G, HHY
8-0x0G:C 455 R R, EIRKE 8-0x0G:T. 8-0x0G:
A Fll 8-0x0G:G, 0GGI1 5 8-ox0G G HHAWKE IEH
4 G:C FLXT®, X 7E DNA EALR 5P B 8-0x0C %
EE R EFE Y. 0CG1 & [ LUE b5
JEAIEERA (37 45 B9 DNA 86k 1B E B & BBk . R
5 DNA & R nEes 7 11
0GG1 E AR E Y 42 E (base excision repair,
BER) FZ41%F DNA B/hmdifh, sk, hedk
. BAL%HRE, BER TEAFTMER, 459
AR AR RE N RETREE M
R 2~13 MEMTRENEREE, HiEE
HFEEIEM B BER 44, 0661 US55
BHREIBE, 251 BER £ 49 + 28 B
IR EIE RN VIR . 28 HBRIRT -BRERA
B, X &BELSNHEAER 1 £XEH. DNA &
R 3 A DNA BAR B %¥E D, BER EaMEON
BGOSR H BB R, Mg REE A iR E
e, FB7 A R PR R R,
hOGG1 R AAA KA P HAAATEF M,
HAr gz b 25K T R RS W = T AL
1, XTTRE Rt T2 DNA SLmA b4l ik
FH) DNA 7 . A M B R L 4 iR
BEREERK, 0661 EATEILEHLMKEHME
CPIERE K, AEAAS RSB K

SRR, X P LR R R AR A o A T A A A
FIRRE & B ) DNA 2 & ki, Rk 7 £
R RAG R E MY, R AR A Y L 40 OGG1
T M B AR R I AT s . EME RN B OGGL
T i P AR 2 0T 3K 5~10 £, Chatterjee ZFPRFIT K
B, M & HET116-/-48 % F HCT116pS3 +/+ Y
0GG1 Fk/K T TFE, MER ps3 ml LA IEEL
SR TIRRE E 6E 1, EERRR TSR R
~, PS3EAZEINEHTTHAT h0GGT BN
ST RiE, BERBTER: SEMBEIKF LI 0GG1 /Y
Fik, T OGG1 BEMENE, hOGG] Rl L Bl
VKR & K 4i+s ps3 fofa e, WM EER
WREEME A R R R BA —ErE L,

3 hOGG1 BAZ S SHMAERE S

AR IR R AL R 4 T8 1% 25 S5 IR
HABIRAY Z R 56, Xt BN R 52 0
B AMEREF MR HIG ., EXREES
A A e mb I R 20 T 43 A 1 B B A S [ B
SNP,SNP & 78 A B fhod e vp o oo 1055 e 4
WRREREA, AREGME, BRI & E
e SNP, NEERAFIEEPFFEE LEAAN
SNP RA &, HUAMIIRERZ OMHCEHK) SNP
FEARFE AR BB 5B . hOGGT FE N
YEh DNA B E M FES 5%, H SNP ZWE
DNA #4518 B CHEREEMER, Kb e
5 AR H DNA RASRMFE R L.

ERE H hOGG1 1Y SNP i & &3k 397 4, K
i, BT RATRRES 7 SHME TR 326 (IR0
THEMEZER I FEMERN CC REMA
(rs1052133), 1% SNP {i £ 4 4 1Y) hOGG1-Cys326
HABE 8-ox0G MG EEMLTF hOGG1-Ser326 &
FHEGE RIS, TTRER ARG & I T 5 | e i %
H . Jensen ZEMFEXT 1019 45 1F F A IR 4 845
4P OGG1 B Ser326Cys ML AMTATH K
I, Ser/Cys ZEN YN DNA BE ZMAK, Cys/Cys
DR A A T EREE AE 14 XS BA S B T
3.1 hOGGI REHEZ &M S

WIRE SRR A NEREREZ—, Wk
#%5]% DNA $#115, hOGG1 fEH DNA B EWEE
RN, Higf B R R kA P A E TN
Ve, TR B R B AT B 4 F AT F B 7
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B, %128 & ER A 124 IR B Eh0GGT £
[ 326 {ii fLHY Ser/Cys ZBEM T A, HEH Cysf
Cys HEBFMEL Ser/Ser BY Ser/Cys FE&[E B &
AR B LA, HIAH Ser326Cys 2384
AT AR o i 152 1 5 S8 P o = 4 P A 4 A Ml o T8
Biio Guan ZFWEXF I HIX 18 55T B H 7592
11 il 935 2235 0 8120 5%t BE A HE AT RO TR A i R K
I, hOGC1 FEH [ Ser326Cys A AT I IFAE
BT o B /N2 A 1 0 IR
3.2 hOGGl EHRZEMSEEE

EEEEARE NHEEMWEZ—, BRgeM
REIREBEBELEN TEERE, AREUE
[ E FLi L 5 Bk gt R R R 2 B e R vt
TEI—HAH . FEENSSR A R A B NN
Ri-PREEM 5 2 R ARFAR T h0GG1 BAMN A
Ser326Cys §PEANREEHBAEN KR, HRK
BRI Cys/Cys SEHR MR B BB R RS 1
2f%(0R=1.9; 95% Cl=13~2.6), B 5WMHEIE KL
BEFEXEITHEE . B0 %5093 At
X 235 {85 08 5 3 R0 228 Bl RE AR 2 1,
hOGG1 FeN Z 251 {45 Ser326Cys K Cys/Cys FH
RIAE R EERRAREM(OR=2.13; 95% Cl=1.29~
3.15), Xing ZUZEX K E &S A MES h0GG1
BEREZEHELRNMR P UBH ARG ROR =
2.6; 95% CI1=1.7~3.9),
3.3 hOGG1 HH B AL AT M

FFA B AR B W RS 2, TEATRE P,
HaRTESAERFEEEHER, FRIDEH
DNA #5074 B AR 7 46 n] S EOR 1LY T DNA it
5, REIAFEE . DNA 5B EARXH hOGGL .
X EBETXEAER 1 MECHETERERAD
092 A0 2 W AT G 2 A1, ok REFSEEXT
T B # X 5 96 51 T4l A e 22 240 96 Xt A
FH M hOGG1 FEH LM & Ser326Cys fIRFR F
RI, Cys/Cys Sli-AF AT BEHE 0 T 40 B e Y
Tk e B Rt . 13 Sakamoto ZFUIXT H A M X ) 209
171 FFF 2 B0 JFF 988 58 3% B9 hOGG1 B [l 28 75 ¥k i 4
Ser326Cys. W8 ANUK I <6 B & %o R 400 M B0 & A
BRI R R, hOGG EH Ser326Cys &
HeAE A R T B P AR R EAEH

KERTHEFXEED, h0CCH EEZAHE
SEMBIERKARR, 58, BER. 5

B SRR A . AT E S A MG
FFHARIE™, Takezaki Z20E R EAY 101 4B &
BE T 198 BT &K h0GGT #H Ser326Cys £
EYA P AR, Cys/Cys FH BIM L Ser/Ser A
Ser/Cys T A &I B BRI, HARKKE
SIRFIRS S AT Cys/Cys E A A
HEmMR, XWRERRAENRESRS
hOGG1 F A Ser326Cys 3543t [ 15 i maiE &
Ji XU, Mahjabeen % P7E Xt B 3684 300 )3k i
R B B h0GG1 HAZ SR Z], 8
ANEE SNP (6 M SUBZER 2 MESER (L RE)
i, 4 L5 Asp267Asn, Ser297Gly Hl [1e253Phe
FsE LR AR R 012, 0.13 #1006, HAb
Ze7srh | 1578AST. 1582C>T Al Ala399Glu 4% X &
A 013, 0.13 F10.16, TIEEBE
A% 1582insG 1 1543-1544delCT { & B #3551 K
0.13 1 0.16, XERBEAAREURBREPRL
MR, O o A Sk BUERRAT S AR L TR
A ) Sk TR R R AR R, 4R
RhOGGT 3 A B9 28 4% AT BE 3G fin B8 sk 591 T 988 i A4 XL
R, Srivastava FPIFR A, EREICEMIX M ARE
# hOGG1 fy SNP 17 &5 (Ser326Cys [rs1052133] Fl
748-15C> G [rs2072668]) FiH:Ah DNA 52 EHK
SNP v s #R 7T BEH4 I A8 25 00 & SR RURE: . T £ 8
S097E 3o B [ A9 59 B BRAS B B 5 hOGGT A
Ser326Cys ML IR MBFT A, % SNP
PSR S B ER B BRI TR R,

2 FRTR, DNA BEEM W0GCT ZAMIFE
S BIERESBER X, FEEAENRE R
PERN A d: R SHFF AR, BlnEduE™, LR
FERRIFRETE, BT AR AL PR
HRZAKFMEAS SHERR, FURRSE
HUEBAE & A2 KSR TR R S, BnTee5H
BEMI R BRI SN SRR X,

4 hOGG1 EESEHEE

FL B 58 SR A DINA 545 25 L) B XAk BT
ZFE, DNA BEEBE AT, h0GCl B2 5
EMBEY TEEREA. h0CG1 BREMKE
oG E RN DNA B ETHRERACR, SR
ARSI |, e R A AR R, SR
SR HBEARERAR R, AT LUE S #
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DNA BEEMHRIREEN PRAEHET .
DNA 55 K h0GC1 BRRfE L S1EE il . Fhik
MAMERIZS, Xkl R [E X B B AR A 2
hOGG1 2Ky SNP i S =T & EERRF, X
hOGG1 2 [H £ 4 M 5 AE KR I 2 T AT a2 B
HA TR THAFE AR hOGGT B X 48541
B SHRABURRLR

5 HiE

DNA 5 Z F| &P I s AME B AL I & 1Y
YRR, EENARNA T, S80S
SyRERIE TN, hOGGT BEIE A 0GG1 A
e RUIB 5 5 M K AR 8-oxeG EALH
St A& DNA G016 R . 460" DNA M2 g &
e EEME Y, h0CCL ERM L AW T
FLIEAE A% B R E BRSOk E BT T
BRI hOGGT BERPE N M S ik & B A 2 0 1]
Fitk. FF hOGG1 Witk Z AL A KA an . .
FR 8-0x0G & . hOGG1 mRNA (1355 7K S AR Y
BV SRS SR b AR R, S A T
TIRG AW sk, TERRMTREPIE. K
TATREIR . R BURRREIIR S|, 2
HiE ., EEIR. SmEEEX h0GGI RiEUUKR
DNA EALBHEEN, AR THRE MR R,
WF5E DNA SACIR G5 1EA 22 5070 e T b7 R

2 % X H
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SKP2 F3h A} B8 I8 20 e SRR 32 i
DAk AAN ZAR REA FAD AWE AB RWA U ERR

(HE] B8 5T S PIMEHICE R 2(SKP2) ki AGR T £ B 20 f 48 5 Ut
. 773% A Western-blotting J7i4 16 SKP2 R EH MBS ZAM A EBAM R, W SKP2 E L&
SKEAA p-pcDNA™ 3.1/myc-His A-SKP2 Fl RNA T3 2k4k SKP2 RNAi, 4354 SKP2 R FikAIE T«
KREREBERA, A5 Gy SRR S AAING, B T RETE L SR 4R B A U R 2 5
R SKP2 7t 4 Ry B 9 M R () A K TR IR B KYSES10>KYSEAS0>EC9706>KYSELS0. JH
p-peDNA™ 3. 1/myc-His A-SKP2 K8 IAFE 4 KYSELS0 4UfJE SKP2 FAKTHAE, 56y v HER
SIS S BT A I TR (F=3.53, P<0.01), FB] SKP2 BFiAT LIBK & i
MR ST U, RNA THUERIREE 3 KYSES10 #Hi /G SKP2 FA KRR, S Gy v R BAE 4
MR AL 1 BT Ml (F=5.23, P<0.05), FEARN SKP2 15 7] DISg &8 4R
BAHEURNE. 858 SKP2 ik 5 B MANR AR H SR E A, BRI HEERE - BUR.

[RgiA] AEWE; SHREHRCEARZ; RNA T, BHmZi

Effects of SKP2 expression on radio-sensitivity of esophageal carcinoma WANG Xiao-chun, LIU Jin-
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[Abstract] Objective To explore the correlation of S-phase kinase-associated protein 2 (SKP2)

expression with radio-sensitivity of esophageal carcinoma. Methods Detecting the level of SKP2 in four dif-
ferent esophageal carcinoma cell lines using Western-blotting. Constructing p-pcDNA™ 3.1/myc-His A-SKP2
expression and SKP2 RNAi vector and transfecting SKP2 low or high expression cell, respectively. Clone
forming assay was nsed to detect the cell proliferation ability of different groups after 5 Gy vy-ray irradiation.
Results The sequence of SKP2 expression level in four different esophageal carcinoma cell line was
KYSE510>KYSE450>EC9706>KYSE150. Compared with parent control cells, the clone forming ability of
SKP2 high expression cells was significantly increased (#=3.53, P<0.01), showing high SKP2 expression
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