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Abstract: Male infertility is a serious social problem all over the world, with major abnormalities as oligo-astheno-
teratozoospermia and no demonstrable cause. Recent findings in reproduction biological and clinical studies have
advanced our understanding of male infertile factors and underlying pathological mechanisms. Importantly, a

number of genetic mutations and regulatory pathways have been identified to be correlated with male infertility.
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piRNAs (Piwi-interacting RNAs) were identified in animal germlines as a novel class of small noncoding RNAs in

2006. Increasing evidence shows that piRNAs, in complex with Piwi proteins, suppress transposable elements and

protect the integrity of the genome in animal germ cells, and are essential for germline development and

gametogenesis in animals. Recent studies implicate that dysregulation in Piwi/piRNA pathway is associated with

male infertility. In this review, we briefly summarized the recent progresses in understanding the biological function

and molecular mechanisms of Piwi/piRNA regulation in spermatogenesis and male infertility.
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A%, 28 J5 MIWI2 B8 71 i JB e 1 [X 358 K Y5 1)
piRNA 5|5 F, EALRH B I R H Xk, /&
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