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Abstract: Any abnormalities occurring in spermatogenesis may lead to azoospermia, finally resulting in
male infertility. However, the molecular basis and mechanisms underlying these defects remain
unidentified. In this review, by analyzing the existing diagnosis and treatments of azoospermia and
summarizing the latest research on human spermatogenetic abnormalities, the limitations of current

investigations were summarized and new ideas were proposed for future research, in the hope of taking full

Wis B 2018-08-04; fEEI HHA: 2018-09-02

E&WAB. AZEELVLIT(2016 YFC1000600, 2018YFC1004700) , 5% F AR Fh4 Bk 42 (31630050, 31501199, 31890780) , H1 J 725 £ 1k
ARl 55 9% £ 05 4 (YD2070002006) %5 By

TEE B T/NE, B 1986 2k A /BIBEIE 52 98 5 1) < 2B B 4 0% E-mail . biojxh@ustc.edu.cn

BIAEE : LA W/ B, F RN M T ER R SR G H P EBAG T AT AL S AL 2 s A A % 2
MR LR B 2R B R K LA IR AL R SR R R rh E A e R L R R e T
FEZE 51994~ 1998 4 [ [ 37 P 355 15 4 FREE 50 7P 05 B B0 R 2 B 3 335 97 1 2 1998 ~ 2001 AF &k
T AE A S L2002~ 2004 4F 55 [ M R B2 2% B Research Fellow. 2007 1 2013 4E W IRAE N & T Rl 22 %
FHREREARREIF TR E ,2011~2013 422 BHUERH T KRB TR 50 R & K H L K E R 5 A
e N R B R E S R T TE 3 4 2 F R H R S0 RS R AR A AR E (R
W) 388 4% FE R 5T AF M 55 — 5038 iR A # 7€ Nature, Cell Research, The American Journal of Human Genetics,
Current Biology il Nucleic Acids Research Z52¢ AW ) & R85 70 4% . E-mail: qshi@ustc.edu.cn




% 10 #8

A R T o 9 24 SR —

advantages of our existing resources and technologies to discover the cause of azoospermia, reveal the

pathogenesis and finally promote male reproductive health.
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Fig.1 H&E staining of the human testicular tissues
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Fig.2 Schematic representation of the Y chromosome and the current micro-deletion model (adapted from Ref.[18])
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