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Effect of Bushen Tiaochong Formula on Follicular Development in Ovarian Senilism Rats
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ABSTRACT Objective To investigate the regulatory mechanism of Bushen Tiaochong Formula ( Formula for reinforcing
the kidney and regulating the Chong meridian) on paracrine pathway of follicular development- Methods A total of 60 SD
rats were randomized into normal group, model group, Bushen Tiaochong Formula large-dose group, medium-dose group:
small-dose group, and western medicine group, with ten in each- Except for the normal group: the other groups were treated
with glycoside of tripterygium wilfordii (GTW) by gavage (9Umg/kg) for 14 days to establish ovarian senilism models, and
then they were administered the large-dose ( lm1/100g), medium=-dose (0-5m1/100g), and small-dose ( 0-25m1/100g) of
Bushen Tiaochong Formula and Premarin tablet (0-075mg/kg) respectively for 35 days- Different levels of follicle and corpus
luteum were counted- Changes of the ovary ultrastructure were observed, follicle stimulating hormone receptor (FSHR) and
epidermal growth factor (EGF) were determined, and expression of connexin 43 (Cx43) mRNA was detected- Results In
the model group, different levels of follicle and corpus luteum were decreased significantly, ovary ultrastructure was dam-
aged, and EGF and Cx43 mRNA expression were down-regulated significantly( P <0.05 or P <0.01). In the medium-dose
and small-dose groups of Bushen Tiaochong Formula and western medicine group: the large and medium sized follicles and the
corpus luteum increased significantly, the ovary ultrastructure improved obviously, and the expression EGF and Cx43 mRNA
were up-regulated significantly( P <0.05 or P<0.0l). Conclusion Bushen Tiaochong Formula is effective in relieving the
GT W-induced follicular development disturbance, the action might be related to promoting the expression of EGF and
Cx43mRNA through regulating the paracrine of follicular development -

Key Words Bushen Tiaochong Formula ( Formula for reinforcing the kidney and regulating the Chong meridian) ; Ovarian

senilism; Follicle stimulating hormone receptor (FSHR) ; Epidermal growth factor (EGF) ; Connexin 43 (CX43)
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ATG GGC AGG CAG ATG CTC ACT
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CTT CCCTTT CCC TCC ACT AC

TTC CCC AAG GCA CTA CA
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K2 BAKRSRINEBILE A x T
251 R /NG SRR KIpi SYTINEE Hik
Eisg 10 21.7£3.0 12.6£2.0 5.6£1.8 39.9%4.581 6.5£2.0
TR 10 12.3%£2.144 4.4%1.654 1.6£1.384 16.1£3.144 2.311.454
xR 10 13.5£2.304 6.2+1.800 2.1£1.7048 20.613.140 4.0%1.2*
kel 10 12.7£2.004 12.24£1.8** 5.8£1.6% 30.6£2.5% A 6.3£1.9%*
fRF B 10 13.4£2.604 13.6%£1.7"* 5.1£1.8%% 31.7£3.1%**4 7.4%2.3%"
PG 254 10 12.7£2.800 12.7£2.2%% 5.6£1.6%% 31.2£3.3**4 8.6+£2.0%"

VE RO g, % p<0.05, % * p<0.01; SE# 4 LE:, AP<0.05, AAp<0.01
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25 kA FSHR EGF Cx43
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TE254 10 78990.0£10395.0% * 4 155303.4£16409.8* 71145.8£9072.8*4

L SRR g, x p<0.05, * x p<0.01; 5E# 4 ik, Ap<0.05, AAp<0.01
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