BERERMKESIE 2010 £5 35 28 2 8 (Journal of Chongqing Medical University 2010. Vol.35 No.2 )

— 317 —

SR eSS 0253-3626(2010)02-0317-02

640 BIJCHs ¥ 5 9% B Pr

wORLRAIME?E

152, TR 2, 2R

(1. BRERRZEALETAERERE ;2. BRERKZEMEE —EBMRINFL FK 400016 )

(& E]8 6 RO ERRREMBIENR . 7% X 640 10K TIE B4 A0 R AT E BT, 45 R 1640 B T0K T4E
L2 AR SRR RS 240 5] (37.5% ), YL BAR T H 160 $1(25.0% ), FERR M TolE T4 128 #1(20.0% ), FAS25E 64 #(10.0% ), 2
BRARERALE 32 6(5.0%), KB/ WUARHE 16 41(2.5%), 2 BIAERTIRERERG gy fa ik B R v Tods T RE 2 IR L 76

W T E B 8 AR A
(%@ |BHAT; B T4E; /A
[FEEFES,ESES JR698".2

[ Scik#RinAD I8

[ Weim A #A J2009-12-02

To analysis of the etiopathogenisis of 640 patients with azoospermia
PU Jun, et d
(College of Public Health, Chorigqing Medical University)

[ Abstract JObjective: To study the constituent ratio of the etiopathogenisis of azoospermia. Methods: To retrospective analysis clinical

data of 640 patients of azoospermia. Results: In 640 cases with azoospermia, the dysfunction of the testis to generate sperm were found in

240 cases (37.5% ),the chromosome abnormality in 160 cases (25.0% ), the obstructive azoospermia in 128 cases (20.0% ), the

cryptorchidism in 64 cases(10.0% ), the mumps orchitis in 32 cases(5.0% ), the rare etiopathogenisis in 16 cases(2.5% ). Conclusion:

The main etiopathogenisis of azoospermia are the dysfunction of the testis to generate sperm and the chromosome abnormality and the

obstructive azoospermia .
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