2014 4F5 A ] LA B A May, 2014
¥4 HsH CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 24 No. 5

MRS

Seasaeamendt

0 5 21 IR Xt TE I3 B 7 R LML 77 B
Joit ] S U HILEH 2008 R i 2% 52 AR 14 52 i)

F’iﬁal@"% E}%’% %,%?E,#ﬁw%

(& Ffias B2 T, dbal 100142)

et

[BE] H® fﬁ?ﬁﬁﬁﬁ%%ﬁiﬂ JXTI_JIEj]HLF(pOGIIIVG acceleration, + Gz) N K B V& B 5 i K O
WL SO0 B B R Z Ak i, ik Nt SD K ERBENLA N 6 41, 535 R 25 % R | W 8O JR4H | + 10
Gz DA VL R 25 b i A ﬂfﬁ 12 B, SHMEB S 14 d, K P SF =4 R R K553 0.75
o/kg 1.5 ¢/kg F13.0 g/kg BT E AL RPHIF, A3 AW AFRNEREIK, 515 K17 +10 Gz &
PR R ELISA J7 2002 45 41 sl ) 1037 B 50 B e 158, G 38 B3 325 0 W 45 20 3 400 00 WL AR U0 B2 R B 38 2 Ik 3 ik
Ak, RGN R BT R, + 10 Ga e K UL 75 Bz J50 R e 5 B S T 5 0O JUL 4 400
B R Z AR (P < 0.01,P < 0.05) , 7205 R R WAk 2] PLFEAR + 10 Gz IR B i
B BT ER A B, RO LA SR B BT R 2 3R K KT, 25 Wb e 70 2 A K BRI v B R v B B AR T + 10 Gz
NERAL (P < 0.05), 10 WL 2R B iR 32 R R K F R & F + 10 Gz R4 (P < 0.01), &it BEJr
LT3 A AT AR + G I 38 B it 75 4 B T3 28 ik 88 S L0 WL 32 (R 36 3 /K7, RT3 2 il 770 % 4R 6 1 o 3
JE 300 WU 5 1 B /R A K

[X8BiIR] B HLR RN ;R I B N 5 BT ; W R i sz ik

[hE4HZE2S] R852.21 R332 [ ZEf4RIRAE] A [XEHS)1671-7856(2014) 05-0001-04

doi: 10.3969. j. issn. 1671. 7856. 2014. 005. 001

Effects of rhodiola crenulata compound on serum corticosterone
and myocardial glucocorticoid receptor in rats exposed high
sustained positive acceleration

CHEN Liang-en,ZHAN Hao, WU Feng,ZHAO An-dong, YANG Ming-hao
(Institute of Aviation Medicine, Air Force,Beijing 100142, China)

[ Abstract] Objective To study the effect of rhodiola crenulata compound on serum corticosterone and
myocardial glucocorticoid receptor ( GR) in rats exposed high sustained + Gz. Methods  Seventy-two healthy SD
rats were randomly divided into six groups: blank control group, stress control group, + 10 Gz stress group and low,
medium, high dose drug group, with twelve rats in each. 20 mL/kg menstruum was fed to each rat once per day for
14 days. Low, medium and high dose drug group were fed with rhodiola crenulata compound at doses of 0. 75 g/kg,
1.5 g/kg and 3. 0 g/kg respectively, the other three groups were fed with equal volume saline. Rats were exposed to
high + Gz in 15" day. The concentration of corticosterone in the serum of each group rats was detected with ELISA.
Western blot was used to detect the expressions of GR in the myocardium of each group rats. Results  The content of
corticosterone was significantly elevated in + 10Gz stress group, while the expression of GR in the myocardium was

markedly declined (P < 0.01,P < 0.05). However, compound preconditioning could decrease concentration of
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corticosterone in the serum and enhance the expression of GR in the myocardium from rats after + 10 Gz exposure.

The corticosterone concentration of medium and high dose drug groups was significantly lower and the level of GR

expression in the myocardium was significantly higher than that of + 10Gz stress group (P < 0.05,P < 0.01).

Conclusion

Rhodiola crenulata compound preconditioning could regulate the concentration of corticosterone in the

serum and the level of GR expression in the myocardium of the rats exposed +10 Gz, which may be related with its

protective effect on high sustained + Gz-induced injury of myocardium.
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Fig.1 Western blot of glucocorticoid receptor protein in myocardium of rats in each group
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