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[Abstract] Objective To investigate to construct adult female SD rat diminished ovarian reserve (DOR)
model using cyclophosphamide (CTX). Methods One hundred and twenty healthy SPF grade adult female SD
rats were divided into the group 1(G1, the physiological saline group) and group 2 (G2,the CTX group),60
cases in each group. The rats in the G2 group were intraperitoneally injected by 75 mg/kg CTX once,and the
rats in the G2 group were intraperitoneally injected by 0. 9% NaCl once. Ten rats during the diestrous period
in each group were sacrificed by braking the neck at 1,2,3,4,6,8 weeks after modeling. The general situation,
diestrous period,ovarian index,levels of serum FSH,LH,E2, AMH and INHB, and ovarian pathological struc-
ture were observed. Results After modeling, the estrous cycle and interval in the G2 group were extended
compared with the G1 group, ovarian cortex fibrosis hyperplasia, medullar atrophy, primitive follicles de-
creased, granular cells decreased,vascular wall thickening,and ovarian index,serum E2, AMH and INHB lev-
els significantly reduced (P<C0. 05), while the serum FSH and LH levels significantly increased (P<Z0. 05).
Conclusion Constructing SD rat DOR model by single intraperitoneal injection of 75mg/kg CTX is success-
ful. This method is simple to operate and convenient with short modeling time and high success rate,which is
worthy of promotionand application.
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Gl 50.44£2. 52 19.79£3.75 49.31+£3.51 49.6543. 07 19.62+2. 68 49.4544.59
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