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HE. BR  WEHIEKIA (Dex) ARVEHIBRIXR B & H A48 R D 2K (VDR) FILE 25 R4EA4 % D; (25(O0H)
D,) M, 773% 40 H 3.5 A#EHY sprague~dawley (SD) BEPEK R, BEALSY K Dex LN RALH , B4 20 1, 05 F 1 4 JE 9
J&l, Dex ANLPIESS Dex 2. 5 mg/kg, B8 2 Yk, X IR FE SIS ABREK . TH4 JEAT 9 JA 430l FOBLRE X 2R B 2% B 1SN B 285
J3E | 30 SR SR T 52 IO 1 B P LA A I 1 4H 20 VDR mRNA FIZR A9 334K -, I ELISA 46300 1fiL 3% 25 (OH) Dy 955
LR T4 A, Dex 2K BUARTE FRE(56. 67 +24. 43) ¢,9 il FI#(85. 83 £26.35) g( P <0.05) ; Dex R EAR T X M (P <
0.01), TH9 J&,Dex HEZHEEMTXTIRA(P <0.05), T4 JA, Dex 4K H L1 VDR mRNA ik T XF B2 (1.48 =
0.32vs 1.15£0.19) (P <0.05) ;9 J& , Dex 4 K F 5 42 VDR mRNA FiAMKTFXF L (1.07 £0.35 vs 1.38 £0.29) (P <
0.05) , Dex IR HZZ VDR HHKIARTE 4 AR 9 A SXT IR T 257 (P >0.05), THi4 J8, Dex 4134 25( OH) Dy 7%
HEXBATET (P >0.05);9 i, Dex 41 25(OH) Dy SRR T XML (P <0.05), £i  SD K ENLA IS Dex
2. Smg/kg, BEJE 2 WK ,9 JEIRE NI EE ST A B B S M BRSAMEAL . Dex T AEIE I8 4> VDR BYFE -1 25 (OH) D, 1 & &3k 51
B N, SECE A & A

KR . WEH PR s B B VDR ;25 ( OH) D;

Study on the relationship of VDR, 25(OH) D; and glucocorticoid-induced osteoporosis
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Abstract: Objective To investigate the effect of dexamethasone (Dex) on bone mass, vitamin D receptor (VDR), and 25
(OH)D; in rats at different time. Methods Forty 3. 5-month-old Sprague Dawley ( SD) rats were randomly assigned to Dex
group and control group, with 20 rats in each group. The rats in Dex group were intramuscularly injected 2. 5 mg/kg Dex twice a
week, while rats in control group were injected equivalent normal saline intramuscularly. BMD was measured using dual energy X—
ray absorptiometry. The expression of VDR mRNA and protein in bone tissue was measured with reverse transcription-polymerase
chain reaction (RT-PCR) and immunohistochemistry. 25-hydroxyvitamin D (25(OH)D;) was detected with ELISA. Results
The weight of rats decreased 56. 67 +24. 43g in 4 weeks after intervention, and decreased 85. 83 +26. 35g in 9 weeks. The weight of
rats in Dex group was lower than that in control group (P <0.01). At4 weeks, the expression of VDR mRNA in Dex group was
higher than that in control group (1.48 £0.32 vs 1.15 £0.19, P <0.05), but it was lower at 9 weeks (1.07 £0.35 vs 1.38 =
0.29, P<0.05). The expression of VDR protein in Dex group was not different comparing to that in control group at 4 and 9
weeks. The serum level of 25( OH) D; in Dex group had no change at 4 weeks, but decreased significantly at 9 weeks (P <0.05).
Conclusion GIOP animal model can be successfully established by injecting 2. 5Smg/kg Dex twice a week intramuscularly for 9
weeks in SD rats. Dex may decrease BMD resulting in osteoporosis by decreasing VDR transcription and 25( OH) D; level.
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1.1 WF5Ex4

TRERIETE 3.5 H I MErE SD KEL 40 2 1A
210 ~290 g, M PUBERFR 2= S S50 o B, &
FEUF5 . SCXK 20090002, J7 P BE R K 24 5256 5
YIRFE B R FE IR (22 +1)°C, 1B F 59% ~61% ,
B RCIE S BRI ] 50 12 b SR FHRR AL 5 58, K

B RE, A K, HREEPLECF R P
Dex ZHFIXFHRAH R4 20 H, @M MEMSE 1 A,
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Fig.1 BMD of the femur of SD rats
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2 REHHE A
Fig.2 The whole body BMD of SD rats

cDNA ;2R 517 PCR 9734 KB 2H 21 VDR mRNA
FRIKF-, UL GAPDH NS, I8 =WH 2% Bilg
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T 4 JEIE, Dex AN BRAAZAET- 2 H (¥ K

2/10) . 9 JEII Dex HALT- 4 H (4/10) , X} BREZA3E
-1 H(1/10) , SERTFHERT, B4l K BRIAE T2 5

(P>0.05), T4 FH9 J&)5, Dex KT L#H
TR N R (4 i ,204.2 £15.9 g vs 260.8 £13.9 g, P
=0.002;9 J&,168.3 £22. 1g vs 254.2 £26.2 g,P =
0.000) , B T % A 4H (4 F8,204.2 £15.9 g vs
254.2 £28.9 g, P =0.004;9 J&,168.3 £22.1 g vs
251.5 +44.9 g,P =0.000) . 9 JAmF, KB B0 HE
Dl BEFEL  EA OGP RS2 Wish ik
W,
2.2 KREBHEDL

T4 J&, Dex ZH % 45 A T B (AR BB 1) B 4%
5 X R ZH I 2% 5 (0. 126 £0.003 g/em” vs 0. 127
+0.003 g/cm’,0.175 = 0.056 g/cm’ vs 0.185 =
0.045 g/cm’) (P >0.05) . 9 J&, Dex 2H I 1A% 4
FIEG A I Y B % B IR T X0 BRZH (0. 084 £ 0. 005
g/cm’ vs 0. 121 0. 006 g/cm’,0. 150 +0. 013 g/cm’
vs 0.192 £0.012 g/em’) (P <0.05) . T A (A&
W BB A2
2.3 H4HZ VDR mRNA Fl%E H 2 AE M

T-1i 4 J&, Dex 41 VDR mRNA A2 3k & T %F
HEZH (P <0.05) ;9 J&, Dex 21 VDR mRNA ik
ETXRZH (P <0.05), TTi4 FF9 &, Dex 41
VDR EHMRE G HALER (P >0.05), i
K3,

4
B
(four
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Fig.3 The expression of VDR protein
in bone tissue (40 x 10)
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28.93 ng/ml) (P >0.05) ;9 J& , Dex 41 1f3E 25 (OH)
Dy & B KT X MR 4 (858.55 + 74.02 ng/ml vs
975. 44 +16. 12 ng/ml) (P <0.05) ,
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