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[ Abstract ] Objective To explore the relationship between MTRR 66A > G polymorphism and low
sperm-motility or low sperm-count idiopathic male infertility. Methods MTRR 66A>>G polymorphism in am-
plification of peripheral blood lymphocyte DNA was analyzed in 389 normal fertile males and 410 idiopathic in-
fertile males (167 oligoasthenozoospermia,113 azoospermia,103 asthenospermia,ll oligospermatism,16 cryp-
tozoospermia among them) by direct sequencing of PCR. Results The MTRR 66A>>G polymorphism is only
associated with low sperm motility (oligoasthenozoosperimia and asthenospermia), but not low sperm count
(azoospermia,oligospermatism and cryptozoospermia) in idiopathic male infertility. Conclusion MTRR 66A>
G polymorphism was the genetic susceptible factor for low sperm motility but not low sperm count in infertile
males.
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