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KRB ARG YR, 7k IR2013F 1 A —20154F 1 A id A AR ETRBLI B & & 524, T 5L A s+ FUR R 310
LR R A LA R, 390657 SA R b KR R Bkt BB -3 BB BB ) B e LR A AR R R A B B ek
JmAE R R e AR A A, R 526 F & EFH P L XRCCI GG AR A 2841 (53.8% ) .GA XA A 214](40.4% ) AAKL R A 3
{51(5 8%), %%E}&%%iﬁx/\ﬂardy Weinberg F# (P>0.05) . 521 & & 69 & ymdzH £ 4 76.9% , -+ GG & B A & 4 09 & %
FE(929%) 2% 5T GA+AA KB A (58.3% ), 2 7 A 4T FHEN(P<0.05) ;5246 B H o) FH LB EAFHA(T1+1.2)A4
,,\‘:PGG;UE]§$%‘é’]ik%iﬁﬁ}][@6+08)/\H]JL%‘1<TGG+GA HA(5I+0TANAL 2FA % FEL(P<
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250 B AR R B VT AR R A 1 R T AT T AR A6 TR AR S
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Effects of XRCC1 Polymorphism on Efficacy of Chemotherapy and Survival Time of '‘Adyanced Gastric
Cancer Patients

ZHONG Lan',FU Shengmiao®, XIE Xianhe’, HUANG Tao', GAO Yunsu6*LIN Yul( 17" Dept. of Laboratory, Hain-
an Provincial People’ s Hospital, Haikou 570311, China;~2./Medical. Examination Center, Hainan Provincial
People’ s Hospital, Haikou 570311, China; 3. Dept{ of Chemetherapy, the First Affiliated Hospital of Fujian
Medical University, Fuzhou 350005, Chinas 4. ®ept. of Medical Equipment, Hainan Provincial People’s Hospi-
tal, Haikou 570311, China)

ABSTRACT OBIJECTIVE: To.investigate the effect of X-ray repair cross complementing gene (XRCC1) Arg399GIn (G—A)
polymorphism on, efficacy of oxaliplatin+fluorouracil chemotherapy and survival time of advanced gastric cancer patients. METH-
ODS3, Totally 52 cases of advanced gastric cancer were selected from Hainan Provincial People’s Hospital during Jan. 2013-Jan.
2015. They were given oxaliplatin+fluorouracil chemotherapy, for 3 courses (a treatment course lasted for 3 weeks). The genotypes
of patients were detected by PCR-LDR. Disease control rate and progression free survival were compared among different geno-
types. RESULTS: Among 52 cases of advanced gastric cancer, there were 28 cases of XRCC1 GG genotype (53.8% ), 21 cases of
GA genotype (40.4% ), 3 cases of AA genotype (5.8% ), frequencies of which were all in line with Hardy-Weinberg balance (P>
0.05). Disease control rates of 52 cases were 76.9% , among which disease control rate (92.9% ) of GG genotype was significantly
higher than that of GA+AA genotype (58.3% ), with statistical significance (P<<0.05). The average progression free survival of 52
cases was (7.1+1.2) months, among which progression free survival of GG genotype [(8.6 + 0.8)months] was significantly longer
than that of GG+GA genotype [(5.9 + 0.7) months], with statistical significance (P<<0.05). CONCLUSIONS: XRCC1 polymor-
phism is correlated with efficacy of oxaliplatin+fluorouracil chemotherapy and progression free survival, and XRCC1 GG genotype
is more sensitive to chemotherapy drugs. XRCC1 gene can be regarded as predictive indicator for therapeutic efficacy of chemothera-
py and survival.

KEYWORDS XRCC1l; Gene polymorphism; Advanced gastric cancer; Oxaliplatin; Fluorouracil; Efficacy of chemotherapy;

Progression free survival
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B OE BRI S8 A E 1(MDR1)C3435T % AMstk F BB ARG HIR Y QAL FIRAAF KRB R ENG W, 7
FEIR201451 0 —2016 2 A AR TARE R R ZHR T ERATE T B3 A6 EH 3006, RE LT Wik F+H4735 KRB
SHLR . RN A B R -FRAFIE R BRE S MM € - MDR1 C3435T % &b, Wi R B B A % 5 R G AL AL =&
£ (VAS) #F o #4442 & (Ramesy ) #F 2 WAk F+H4F 3R K RO B, AR R R R B & AL, % %3006 &%+, MDR1
C3435T CC.CT A TT A B & 5 #1 A 100 41 (33.3% ) . 1024 (34.0% ) =2 98 41 (32.7% ) , &3 B A 37 % 35 47 & Hardy-Weinberg -T- 47
(P>0.05), ZHARA EHAKE0.24.48 h VAS 74 Ramesy 74 1ok, £ ¥ L4+ 5% L(P>0.05), B A AT Z 4. CT,
TTAB A &5 KRG 0~24,>24~ 48 h WAL FHET SR R AL A T H XK T CCARAB B4, 27 A %44t 5 & L (P<0.05);m
CTS TTHA R A bk & ab B 2hap it A bd, £ F H A4 T FEL(P>0.05), TTAREAE B K5 & ORek(PONV) L KR
BR A AEFEYPHFIRTCC.CTARAES, 2FHART 5 EL(P<0.05);m CCL CTHRR A EHPONV EZEATR BRI A
AR DABREARAEFRFENRLEFER, ZF AL FEL(P>0.05), it R B MMAR ALHRR G IR T, MDR1
C3435T % & A BB 3t WA FHAT 2 KRRt 2 M RAR, PTG M8 0, R B RS K AR B A, A B A TR Al RAMRALG 77
15 F FAR,

KR MDRL; KR % A0, X B3 A KGR WAL F 47 5 KB 420 & ; VAS 74 ; Ramesy #F4

Effects of MDR1 C3435T Polymorphism on the Dose of Analgesia Agents after Joint Replacement
WANG Xiaobing', LIU Yong', LI Daxiang’(1. Dept. of Anesthesia, Tianjin Port Hospital, Tidfijin 300456, Chi-
na; 2. Medical Records Room, Tianjin People’s Hospital, Tianjin 300191, China)

ABSTRACT OBJECTIVE: To investigate the effects of multidrug resistancesgéne' 1 (MDR1Y C3435T polymorphism on the dose
of analgesia agents (dezocine combined with sufentanil) after joint.replacement. METHODS: 300 patients receiving joint replace-
ment were selected from Tianjin People’s Hospital and Tianjiti’ Port Hospital during Jan. 2014-Feb. 2016. They were given dezocine
and sufentanil for postoperative analgesia. PCR-RFEP was used-to determine MDR1 C3435T polymorphism; VAS scores, Ramesy
scores, the dose of dezocine+sufentanil and'the occurrence of ADR were compared among different genotypes. RESULTS: Among
300 patients, there were 100 (33:3% ), 102 (34.0% ) and 98 (32.7% ) cases of MDR1 C3435T CC, CT and TT genotype, respec-
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