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Clinical research of individualized therapy in advanced esophageal

cancer guiding by detection of ERCCI C8092A
Yao Yiwei He Yifu Ji Chushu et al
( Dept of medical Oncology Anhui Provincial Hospital Affiliated to Anhui Medical University Hefei 230001)

Abstract Objective To explore the role and clinical values of detection of excision repair cross-ecomplementing 1
( ERCCI) C8092A polymorphisms in individualized therapy of advanced esophageal cancer patients. Methods 114
advanced esophageal cancer patients were enrolled. Patients were randomly assigned to either the standard treatment
group or the individualized treatment group. Patients in the standard treatment group received Paclitaxel plus cispla—
tin. In the individualized treatment group the ERCCI C8092A polymorphisms were detected after DNA PCR ampli—
fications which extracted from peripheral blood karyocytes before the chemotherapies used. Patients with the AA or
AC genotype of ERCCI C8092A received Paclitaxel plus cisplatin and those with CC genotype received Paclitaxel
plus fluorouracil. The primary endpoints were response rate. The sencondary endpoints were toxicity of chemothera—
py progression freesurvival and overall survival. Differences between the groups were statistically analyzed by chi
square test. Survival Differences were analyzed by Kaplan Meiersurvival curves. The survival rate was analyzed by
Log Rank test. Results Response rate in the standard treatment group was 31.6% . In the individualized treatment
group was 53.9% . There was statistically significant difference between two groups ( P <0. 05) . The rates of grade
Il ~ IV nausea and vomitting( 32.9%) anemia ( 11.8%) were significantly lower in individualized treatment
group than in standard treatment group( 68. 4% 28.9%) . There was statistically significant difference between the
two groups ( P <0.001 P =0.001) . The media progression free survival time and overall survival time were signifi—
cantly better in individualized treatment group than in standard treatment group ( P =0. 004 P =0.007) . Conclu-
sion The RR toxicity of chemotherapy PFS and OS are significantly better in individualized treatment group than
in standard treatment group. Detection of ERCCI gene polymorphism might be performed for advanced esophageal
cancer patients to be better individualized which is worthy of further study.
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