3320 FRESF 2016 8 A% 45 5% 24 B

doi:10. 3969/j. issn. 1671-8348. 2016. 24. 003
KEBNZESHES ERMNEERERLEHFR

EEMLCEERE LK OE L R MR K B . pEAEL.E wm . FFHE.Ex W
(L] RBHRFAGHFEADNAFR/ T AEEADHRKELBZDA L ELERE, ] M 5100065
2. RAXRBIHHERNI/ T AERRHMELKEE, ) M 510633)

[(HE] BHM ATEEBENE%ECMARXRER S XK FTBMES S L LA MEEE G (ENaC) &L 0g 48 % B3R
it ENaC f£ SMA Zmpudl b e TaAER ., HiE H 32 R3IAMASMEBESD KR 544 WML %. s BEC L) AR 4 RILA
EH ALK EKMAHAL ) FPIRALHAM A FoH ML 2 (H )55 F AR 2.4.6 RAUKN E 53 E K (Dex) £k
1.0 mg/kg, %% 4 B4R 458 , M ILAR T 2, 6 8 6328 R A7 B RAF -4 (HE) 3 & 75 & $ 5, WULF e 4 & @ AR (FCSA)
MEARERREEZHR(GRI A oo E X ABHE R G (- ENaO) £ AR FAEMN(THO A L X Bot. R (H&LHha
XRBREFHEHIEREHRCATHER, AAMNZTRBME, (2)E&LHMFCSAHKR CARY, LA N FRAE., (3HGRH M
Fo H A5 K FE(OD) % C 83 & ;0-ENaC 89 LM A= H 20 IOD {4 C 4138 & . LA # B4R Hi i ; GR o «-ENaC ¢ 10D
HEMNEEME, it GCHFHHMMER ENaC KX &, Tl SMA ¥ ILE %% 40 £,

[XERA] RERLEBREMESE ;LR BELAR T e EXHBER O LAARKF

[(hME4%£S] R337;R685 [x#ktrilfg] A [XEHS] 1671-8348(2016)24-3320-03

The study of the relationship between epithelial sodium channel expression and glucocorticoid-induced muscle atrophy”
Lu Xingyan',Zhai Yuying' ,Chen Xin' ,Liu Yang' ,Lin Xiaowen' ,
Chen Jun' ,Yang Guozhu',Lu Li',Li Qingnan® . Huang Ren*”
(1. School of Life Science and Biopharmacy ,Guangdong Pharmaceutical University/ Guangdong Provincial
Key Laboratory of Biotechnology Candidate Drug Research ,Guangzhou,Guangdong 510006, China;
2. Guangdong Provincial Laboratory Animal Monitoring Institute/ Guangdong Provincial Key Laboratory of
Laboratory Animal sGuangzhou,Guangdong 510633 ,China)

[Abstract] Objective To analyze the correlation between epithelial sodium channel (ENaC) protein expression and skeletal
muscle atrophy on the base of steroids muscle atrophy (SMA) SD rat model,and to explore the possible effect of ENaC in the path-
ogenesis of SMA. Methods

group (C group,0.9% NaCl,4 times a week) , treatment groups including low frequency group (L group) ,medium frequency group

Thirty-two female SD rats aged 3 months were randomly divided into four groups: normal control

(M group) and high frequency group (H group). Dexamethasone (Dex) of 1 mg/kg was injected into the muscle,and the frequency
of administration was,in order,2 times,4 times,6 times a week. After 4 weeks,the rats were executed. The gastrocnemius were got
for being weighed, being paraffin-embedded, HE staining,and morphological observed. FCSA was tested. a-ENaC and glucocorticoid
receptor (GR) immunohistochemical were analyzed. Results (1) The rat body weight and gastrocnemius wet weight decreased
when compared to C group and between them there was a dose-dependent relationship. (2) Compared with C group, FCSA of treat-
ment groups rats decreased,and between them there were dose dependent. (3) a-ENaC immunohistochemical analysis of gastrocne-
mius showed that,compared with C group,the IOD values of L. group, M group and H group rised. There was a dose-dependent re-
lationship. GR immunohistochemical analysis showed that compared with C group,the IOD values of M group and H group rised.
The 10D value change of o-ENaC and GR were positively correlated. Conclusion Increased expression of ENaC in skeletal muscle
induced by GC,may be associated with steroid myopathy.
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