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Abstract Objective: To investigate the value of genetic polymorphisms of excision repair cross-complementation group 1 ( ERCC1 )
and thymidylate synthase enhancer region ( TSER ) in predicting the prognosis of advanced gastric cancer patients treated with oxaliplatin/
Xeloda chemotherapy. Methods: A total of 122 patients with advanced gastric cancer were enrolled in this study, of which 110 were eligible
for analysis. All patients repeated received oxaliplatin / Xeloda chemotherapy every two cycles. PCR - RFLP method was used for analyzing
the ERCC1 and TSER polymorphism. Then the relationships among the genetic polymorphisms and response rate ( RR ) , progression free
survival ( PFS ) time were analyzed. Results: No significant correlation in PFS and RR was observed between patients with the C/ C or C
/ T genotype in ERCC1 118C / T and those with the T/T genotype ( P = 0.221, P =0.186 ). Meanwhile, a higher response rate and longer
PFS was observed in patients with the 2R2R or 2R3R genotype in TSER compared to those with the 3R3R genotype ( P =0.037, P=0.033 ).
Conclusion: The genetic polymorphism of ERCC1 118C / T is not significantly correlated with PFS and RR in predicting the prognosis of
advanced gastric cancer patients who underwent oxaliplatin /Xeloda chemotherapy. Conversely, the genetic polymorphism of TSER has a
certain correlation with this therapy in high-altitude localities.
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(44.5%) , =55 % 611](55.5% ) ; 1K J1 3P4 K FH 2
IR IMENTIRE 2 (Eastern Cooperative Oncology Group,
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Bi1(39.1% ) 5 g BEAS RIS 43 Mitdea , b s o0k 41 451
(37.3% ) &34k 62 1 (56.4% ) , Hofh 7 4] (6.3% ) .
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7. PCR VAR Z 25 wl,2 pL DNA #iki, b Rzl
P45 1 wL,2xTaq DNA A& 12.5 wL, INAGEK 2
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9 3RABRAY, P2 i BEK /N 215,245 bp BIE IR G T
S 2RIBREY(E2).

C/T C/C T/T

125bp—|

1 ERCC1 118C/T 451k

Figure 1 Results of polymorphisms of ERCC1 118C/T
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Figure 2 Results of polymorphisms of TSER
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Table 1  Correlation between ERCC1 118C/T genotypes and clinical fea-

tures in 110 patients with advanced gastric cancer in high—altitude areas
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HSPEFTEIAY C/T A 3, C/C C/T+T/T % H A A7
A BRI H 47.4% 35.9% , N[ R R R 5 10577
B2 A JC B EVE 22 5 (P>0.05, 3% 2) . TSER 43 4ii 4%

I RASAE CIC(%)  CTHTT(%) P A 2R /2R 4B SEOIR B /N (8.2% ) , i HIFE A
LEBE 57(51.8) 53(48.2) PEFTZEBUAY 2R /3R 4H #4758 11 ; 2R/2R+2R/3R 3R/
GEH (H) 3R ALY T AR 310 48.8% .29.0% , 2554 R
<55 26(45.6) 23(434) 0.815 LRAB G FE L (P<0.05,%2) . 23 HT RR FlE
=55 31(54.4) 30(56.6) T HA AT RESZ MY 7R R 2R AR S MBI ECOG &

P TV RS R R Z R R
7 37(64.9) 35(66.0) 0.901 XK, 25 AR AU L5 R R X RR 22 A 412
u 20(35.1) 18(34.0) =Y (P<0.05),

A& () 2.4  ERCCI 118C/T.TSER % [H % 5 {57 PFS #]11)
0 35(61.4) 32(60.4) 0.912 FAE
12 ZEH [ ) 241 ERCCI 118C/T HE[H 5 PSF I HAR

N5 20094F 1 H % 2011 4 1 7 458 ALY o7 % (1 5
e T3 HR08 089 154 F BB A6 S AT LA TR
Noos 47(82.5) 42(79.2) = )

T FEHAVE I (C/T+T/T) o i PES BRI 514 H L 5
[T 2(3.5) 1(1.9) 0.396 2 R R C/C PP AL PES 1] 5.9 4 AR EE , Log-rank
L 19(333) 19(35.8) K 56 22 5 LG8 12F 5 X (x°=1.75,P=0.186) . Cox I
4L ) G 5] 1] DA R AT iy 1 3] IR L S A AR R

SRR 4(7.0) 3(5.7) ECOG P43 55 n Be st i 1) R Z AT 2 0 I IE I &

KT BL, ERCC1 43485 PFS I JC . 3 # 1% (OR=0.452,
[T 41(71.9) 41(77.3) 0.442 P=0.167,[E3A).

Fho 7(12.3) 5(9.4) 2.42 TSERZF:[HAS PFSHAMAI LM TSERFEH
ET A 5(8.8) 4(7.6) I 2R/2R+2R/ABR B H A PFS BN 6.8 1 H , 5
HAh 4(7.0) 3(5.7) 3R/3R F K R p 37 PFS 3] 5.4 4~ H A H , Log—rank 46

TSER 451 ¥ 22 A G iR B L (x*=4.53, P=0.033) . Cox L1
2R/2R 5(8.8) 4(7.5) 0.096 ] = 55 OB AR 0% PR I LSS R RS LR
2R/3R 16(28.1) 16(30.2) ECOGIFaE AT REs N R R T2 P BOE S 20, TS-
3R/3R 36(63.1) 33(62.3) ERAJWRS PFSESAFHF:(OR=0.317,P=0.021, X 3B) .
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Table2  Correlation of ERCC1 118C/T and TSER genotypes with the response rates to chemotherapy in 110 case of advanced gastric cancer
fITITAL C/C(%) C/T 5% T/T(%) P 3R/3R(%) 2R/2R 5, 2R/3R(%) P
it 57(51.8) 53(48.2) 69(62.7) 41(37.3)

OR (CR + PR) 27(47.4) 19(35.9) 0.221 20(29.0) 20(48.8) 0.037
CR 2(3.5) 1(1.9) 1(1.5) 2(4.9)

PR 25(43.9) 18(34.0) 19(27.5) 18(43.9)

SD 20(35.1) 23(43.4) 32(46.4) 14(34.1)

PD 10(17.5) 11(20.7) 17(24.6) 7(17.1)
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Figure 3 Relationship between the genetic polymorphism of ERCCI and

TSER with progression—{ree survival time
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AT T PCR HAKN 160 41 8 45 EL
I FEE TSER JE R BB 300 A, 25 5L 5 AR5 TSER
ZSPESE FER . Villafranca 25 B 5Y K 45 B
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5~ UTR fi1 3~-UTR £ &5 5-FUIF MR T
Ko Jeung & T U R B S AFSE 2R H , OPRT mRNA
(1) 15 22 I8 FI TS mRNA LRk # PFS(P=0.024) } 0S
(P=0.007) B9 fE K 22 A Gt 24 Lo ARWFFE 2R/
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PRSHAER: o FEHAAC I X W 0] 15 9 F 3 TSER 2251
55 5-FU Ry B5Eali 7 2873800 REAEAEAH DG .

AWFFR LS WoR , R R 2 7 S 8UERCCL
TSER H& PRI BB AR 4340 Je 7305 Jdth XA — 3 (H
Tt KA RAT ARG 52 T8 8 mRNA 3
TR KB R AR A A7 i Bt 1 580, A
FF 5% 25 A0 AT SEME PR T 22 AR A , X HI B ERCCT
TSER 3 K Z2 385155 A A7 22 [R] A AH DG HAT I (E

SN2 I A B S R R E ERCCT 118C/T
TSER (231, 456 BB BTG, i R 235
PESA07 I Y7 R To ik e A AF 0 22 (R (R 56 2R T
I i AT RS S SE R AL S i i A
7T MR RERR AL — i SRR
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