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Effect of Modified Qing’e Pill on Local 1,25(0OH),D,/
VDR mRNA/RAS Signal Transduction Pathway in

Steroid-induced Ischemic Necrosis of Femoral Head in Mice
SHUAI Bo' YANG Gongxu®? SHEN Lin'® YANG Yanping'
SUN Min* MA Chen' XU Xiaojuan' XIA Xue'
! Department of Integrated Traditional Chinese Medicine and Western Medicine, Union Hospital, Tongji Medical College,
Huazhong University of Science and Technology, Wuhan 430022, China;

*Hubei provincial Hospital of Traditional Chinese Medicine, Wuhan 430074, China.

Abstract Objective; To observe the effects of modified Qing’e Pill on the local signal transduction pathway of 1,25
(OH),;D;/VDR mRNA/RAS in mice of steroid-induced ischemic necrosis of femoral head, and to explore the mechanism
of modified Qing’e pill in the treatment of steroid induced necrosis of femoral head. Methods: All 60 SPF male C57BL/6
mice, 8-weeks-old, were randomly divided into 5 groups, 12 rats in each group: control group (group A), steroid in-
duced osteonecrosis model group (group B), Qinge pill group (group C), calcitriol intervention group (group D) and in-
hibitor of angiotensin converting enzyme (ACEI) intervention group (group E). Six months later, micro-CT detection and
three-dimensional reconstruction were used to obtain the local bone tissue of femoral head, and the level of 1, 25
(OH),;D;, VDR mRNA and RAS system (ACE and Ang[| mRNA) in the femoral head were detected. Results: The bone
volume fraction (BV/TV), the number of trabeculae (Th. N) and the thickness of the trabecular bone (Tbh. Th) in the

blank control group A increased significantly compared with

AT S AR 4 T H (81403257, the model group (group B) (P<C0. 05), but the structure

81473492.81273907) model index (SMI), trabecular space (Th. Sp) and bone sur-

Ut o R S 2 ] R 2 5 B I B (R 9L 430022) face area volume ratio (BS/BV) were significantly lower (P
-+ T i 7 ’

<C0. 05). In the model group, the local trabecular bone of the
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femoral head was sparse, the porosity was increased, the
structure was disturbed and some trabecular structures were

incomplete. The expressions of 1,25(OH),D; and VDR mR-
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NA in group C, group D and group E were higher than those in model group (P<Z0. 05). The expression of ACE and Ang
[ mRNA in group C, D and E was lower than that in model group (P<C0. 05). Conclusion: Modified Qinge pill is effec-

tive for treating the steroid-induced ischemic necrosis of femoral head through the local signal transduction pathway of 1,

25(0H), D,/ VDR mRNA/RAS.
Keywords:

Remin-Angiotensin system
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terminal Propeptide, Total PINP, TPINP) Z54H 26 K T
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FIBWFZ I, IF 2R ] micro-CT A5 6 7 ROR L 45 R 42
71N ML 58 I 2R i ol 410 ot 790 BE 7 20 Bl 3 /) Bl L 2L 4R
ARSI B R AR L S I R 5 0 45 R [
KGR RAS A5y 45 1,25(OH), Dy K% 4]
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2H) | I A8 5 5K ER B 4 B R (ACED R YT 41 (E 41)
S PO 20 /)N BRSA A R T R S IR AN B
11,1 JE®XRRA 1% X R4 CA 4 i i A 7 iR
B2 2 d F ke T 22 R A R K (10 pg/kg) AR TE
2 = R LR 2 BB 00 A PR AR K (20 mg/kg) » P ¥R 7R St
BRI 24 ho 1 S A 4/ BURE R HE ik 22 /8t 7 A
FHELJK 0.5 mL,1 %/d.
11,2 BEMERE LIRFEREAA 5 U4 A /N
Py leAT s g+ it B S 2 d i ko 1 AR 2
(LPS,Sigma, 10 pg/keg), R J5 i 28 = WL 58 e
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XA 2 R G E B L (=0.076, P=0. 94051 =
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