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Abstract Objective To evaluate synthetically the association of thymidylate synthase( TS) gene del6 polymorphism with suscepti-
bility to develop childhood acute lymphoblastic leukemia( ALL). Methods The Pubmed, Science Direct, Google Scholar, China Nation-
al Knowledge Infrastructure and Wanfang databases were systematically searched to obtain the literatures about the association between TS
del6 polymorphism and childhood ALL risk. The methodological quality of the included studies was assessed and relevant data were extrac-
ted. Odds ratios(OR) with 95% confidence intervals( CI) were applied to evaluate the strength of association. The heterogeneity test and
combined ORs calculation of the included studies were performed by using Revman 5. 3 software. The funnel plot was used to assess publi-
cation bias. Results Six case — control studies bearing 2104 children with ALL and 2320 controls were finally included in the meta — anal-
ysis. The combined results suggested that there was no significant association between TS del6 polymorphism and susceptibility to child-
hood ALL in overall comparisons under four genetic models( Heterozygote model; OR =0.99, 95% CI.0.85 -1.15, P =0.87; Homozy-
gote model; OR =1.11, 95% CI1.:0.90 —1.38, P =0.33; Recessive model; OR =0.97, 95% C1.0.76 - 1.25, P =0.84; Dominant
model; OR=1.01, 95% CI.0.88 —1.17, P =0.86). No significant association was found in the stratification analysis according to eth-
nicity. No significant publication bias was detected by funnel plot and sensitivity analysis suggested robustness and credibility of the re-
sults. Conclusion The present meta — analysis suggested that TS del6 polymorphism was not associated with the susceptibility to child-
hood ALL.
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