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[ Abstract] Objective; To investigate the effect of melamine on apoptosis of spermatogenic cells in
testis of male mice. Methods: Fifty male Kunming mice were randomly divided into 5 groups: saline
negative control group (0.01 mL/10 g intragastric treatment) , the experimental group of melamine low
dosage, medium dosage and high dosage group (400, 800,1 600 mg/kg treatment) , and the positive
control group (40 mg/kg CP ip treatment) with equal number. Mice in each experiment group were ad-
ministered orally for consecutive 5 days in accordance with body mass. 35 days after the first adminis-
tration, mice were sacrificed. To observe pathologic changes of testis in mice by HE section staining;
to detect the apoptosis conditions of spermatogenic cells by the flow cytometry; to detect Bel-2, Bax
and Caspase-3 positive expression with immunohistochemical techniques. Results: The testicular mor-

phology of each dosage group showed different degrees of damage. Apoptosis percentage in all groups

“[HEETH | SNEREIT I A R4 [ #FRHE LH 7(2014)7120 5]

SR R 2011 GBS A

S HEEH E-mail ; yezandkj29@ sina. com

P2t B A] : 2019 =07 — 18 R 2% M i3l « http : //kns. enki. net/kems/ detail /52. 1164. R.20190718. 0039. 008. html

781



M OBE R OR R

44 3%

increased. The apoptosis percentage in high dosage group was different compared with the negative

control group (P <0.05) ; the expression of Bel-2 in all dose groups were significantly reduced, the

difference was statistically significant compared with negative control group (P <0.05). The expres-

sion of Bax and Caspase-3 increased significantly in the medium dose group and the high dose group

compared with the negative control group, differences were statistically significant (P < 0. 05).

Conclusions; Melamine significantly induced apoptosis of spermatogenic cells in testis of male mice,

the mechanism may be related to the down-regulation of anti-apoptotic protein Bel-2 and up-regulation

of apoptotic protein Bax and Caspase-3.
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Fig.2 Expression of bcl-2, bax and caspase-3 in each group of mice testis
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Fig.3 Testicular cell apoptosis rate of different groups
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