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EFFECT OF CUYU SHENGJING PRESCRIPTION IN TREATMENT OF INFERTILITY IN MICE AND ITS MECHANISM ZHU
Yingying » WANG Lin, LING Yong, SUN Libo, SUN Xianghong (Department of Pharmaceutical, College of Pharmacy,
Qingdao University, Qingdao 266500, China)

[ABSTRACT] Objective To investigate the effect of Cuyu Shengjing Prescription in the treatment of infertility in mice and
its mechanism.  Methods A total of 50 clean male Kunming mice were randomly divided into blank control group, model group,
and low-, medium-, and high-dose Cuyu Shengjing Prescription groups. Cyclophosphamide was used to establish a mouse model of
oligoasthenospermia, and the Cuyu Shengjing Prescription groups were given Cuyu Shengjing Prescription for 35 d. An optical mi-
croscope was used to observe sperm density and motility, RT-PCR was used to measure the mRNA expression of activator of
cAMP-responsive element modulator in testis (ACT), cAMP-responsive element modulator (CREM ), and cAMP response ele-
ment-binding protein (CREB) in testicular tissue, and Western blot was used to measure the protein expression of ACT, CREM,
and CREB. Results The model group had significantly lower sperm density and motility than the normal group (F =2.83—
121.16,P<C0.05) , suggesting that the mouse model of oligoasthenospermia was established successfully. The medium- and high-
dose Cuyu Shengjing Prescription groups had significantly higher sperm density than the model group (F=121.16,P<0.05) , while
there was no significant difference between the low-dose Cuyu Shengjing Prescription group and the model group (P>>0.05). The
low- and medium-dose Cuyu Shengjing Prescription groups had significantly higher sperm motility than the model group (F=2.83,
18.94; P<C0.05), while there was no significant difference between the high-dose Cuyu Shengjing Prescription group and the model
group (P>>0.05). The model group had significantly lower mRNA and protein expression of ACT, CREM, and CREB than the
blank control group (F=16.28—154.32,P<C0.05). The medium-dose Cuyu Shengjing Prescription group had significant increases
in the mRNA and protein expression of ACT compared with the model group (F=29.04,64.28; P<C0.05) , while there were no sig-

nificant differences between the low- and high-dose Cuyu Shengjing Prescription groups and the model group (P >>0.05). Compared
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with the model group, the low- and medium-dose Cuyu Shengjing

Prescription groups had significant increases in the mRNA and
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protein expression of CREM (F =17.77,41.83; P <C0.05), while

[EEBN] K291 &, W5t . there were no significant differences between the high-dose Cuyu
CERAES] FMML(1961-) , %, 4, 2k, Al 2R R0, Shengjing Prescription group and the model group (P>>0.05). Com-



334 REERE. LT ERINIRIT /N BUR TAT A 2808 S L 301

pared with the model group, the low-dose Cuyu Shengjing Prescription group had significant increases in the mRNA and protein ex-

pression of CREB (F=16.89,154.32; P<C0.05), while there were no significant differences between the medium- and high-dose

Cuyu Shengjing Prescription groups and the model group (P >>0.05).

Conclusion Cuyu Shengjing Prescription can effectively

improve the mRNA and protein expression of ACT, CREM, and CREB in testicular tissue in mice with oligoasthenospermia and

improve sperm quality.

[KEY WORDS] cuyushengjingfang; cyclic amp response element modulator; cyclic amp response element-binding protein;

cyclophosphamide; infertility
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