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Abstract Objective To ivestigate the relationship between combination of X — ray repair cross complementing
group 1 (XRCC1) and xerodema pignentosum group D (XPD) genetic polymoiphisns and chemotherapy response and
survival tine in non—small cell ling cancer (NSCLC) patients M ethods Polymerase chain reaction — restriction frag-
ment length polymomphisn (PCR —RFLP) was used to detect genetic polymormphisns of the XRCC1 A 1g399G In and XPD
Lys751G In DNA repair genes in 108 patients with stage Il B and IV NSCLC treated with platinum —based chemotherapy
Suwival status of patients was obtained through follow —ups by telephone contact The relationship between genetic poly-
momphisns and chemotherapy response and survival duration after platinum —based chemotherapy were analyzed by STA-
TA softvare Results Among NSCLC patients treated with platmun —based chemotherapy the overall response rate of
chemotherapy was 21 6%6. The patients with XRCC1 AIg/Gln and XPD Lys/G]n genotype were associated with a higher
response rate (33 33% )> butno statistical significant difference was found among these patients and other genotypes pa-
tients (P=>0. 05). Estination by Cox proportional hazards model showed the patients with XRCC1 AIg/G]n and XPD
Lys/G I genotype had a highermedian survival duration (MST) (35 5 months). However canpared with other geno-
types patients the difference of MST had no statistical significance (P=0. 05). Conclision The patients with canbi-
nation of XRCC1 399A1g/G]n and XPD Lys/G]n genotype may have higher treaiment response and survival duration in
advanced NSCLC patients with platnun — based chemotherapy Further verification of this result is still required
though
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