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ABSTRACT Objective To evaluate the effect of cryptotanshinone on the reproductive function in
the female mice lacking of Akt2, and to study its molecular mechanism. Methods Totally 12 weeks old
female Akt2 '~ mice and littermate wide type female Akt2 *'*
divided into three groups: Akt2 *'* control group (WT group, n =25), Akt2 '~ control group (Akt KO
group, n =25), and Akt2 '~ treatment group (Akt KO-cry group, n =25). Mice in Akt KO-cry group were

mice were recruited in this study. Mice were

+/+

treated with cryptotanshinone by gastrogavage. Mice in Akt KO group and WT group were treated with e-
qual volume of normal saline by gastrogavage. The treatment cycle was 2 weeks. Oral glucose tolerance
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test was carried out in each group after interventions. The changes of estrous cycle were observed by va-
ginal smear daily. Related tissues were harvested and weighed (bilateral ovary, bilateral uterus, parame-
trial fat, and inguinal fat) during anoestrum. 17 a-hydroxy progesterone (17a-OHP) and insulin (INS) lev-
els were measured by radioimmunoassay. mMRNA expression levels of steroidogenic acute-regulatory
protein ( Star), cholesterol side-chain cleavage enzyme (Cyp11a1), 3beta-hydroxy steroiddehy droge-
nase (3B-HSD), and 17alpha-hydroxylase (Cyp17a1) were detected by RT-PCR. Results
with the WT group, 17a-OHP level, INS level, blood glucose level at 30 min, blood glucose level at 60

Compared

min, and mRNA expression levels of Star, Cyp11a1, 38-HSD, and Cyp17a1 in the ovary were all sig-
nificantly higher in Akt KO group (P <0.05). After treatment with cryptotanshinone, compared with Akt
KO group, weight of parametrial fat, 17«-OHP level, INS level, blood glucose level at 60 min, Star and
3B-HSD mRNA expression levels were all significantly decreased in Akt KO-cry group (P <0.05). Con-
clusions Lacking of Akt2 gene resulted in increased level of androgens and abnormal glycome-
tabolism. The molecular mechanism was associated with elevated expressions of key enzymes for an-
drogen synthesis. Cryptotanshinone significantly reduced levels of 17a-OHP, INS, and blood glucose,
and its mechanism might be associated with down-regulating the expressions of key enzymes for an-

drogen synthesis. However, the molecular mechanism of improving glucose metabolism and enhancing

INS sensitization needs further research.
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WT Z1(P <0.05) ; 3/ 2115 , Akt KO-cry 4117a-
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R2  #AAUMRONE  E T E IR BBGA IR E R L (g, x x5 )
25 n I8 TH TE NN M EA N s
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Akt KO 25 0.0047 +0.0004 0.0474 +0.0039 0.1836 +0.0140 0.2041 +0.0120
Akt KO-cry 25 0.0034 +0.0003 0.0486 +0.0046 0.1028 +0.0180 * 0.1545 +0.0110

.5 Akt KO 4l tbds, *P <0.05
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5 WT 4l H4s, “P <0.05; 5 Akt KO 41 H.#:, 2P <0. 05
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