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ASSOCIATION BETWEEN POSTMENOPAUSAL OSTEOPOROSIS
AND ANGIOTENSIN II

DONG Mei, LIN Jing, A Si-leng

(Department of orthopedics, the Second Affiliated Hospital of Inner
Mongolia Medical University, Huhhot 010030 China)

Abstract: Objective: To investigate the effect of angiotensin Il on the risk of osteoporosis and osteoporotic fracture in
patients with osteoporosis and community dwelling subjects. Methods: Bone densitometry by dual-energy X-ray absorpti—
ometry and fracture risk assessment was performed in patients with osteoporosis and community dwelling subjects, and angio—
tensin Il was measured by enzyme—linked immunosorbent assay (Elisa). Furthermore, the association between bone mineral
density and angiotensin Il level were analyzed. Results: The 25 hydroxyvitamin D level and angiotensin II level were corre—
lated with bone mineral density in osteoporotic patients. Osteoporotic patients have lower bone mineral density and higher
risk of fracture than those in the control group. Univariate analysis showed that angiotensin I affected bone mineral density
and fracture risk in patients with osteoporosis. Conclusion: Further studies are needed to examine the involvement of renin—
angiotensin system related components in the pathogenesis of osteoporosis.
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Tab.1  Basic situation of research objects(x=s,n)
. B BB FASE ( n=62) XFHRZ( n=58)
B bRifEZE % itz
IR (%) 65.2 + 9.5 54.5 + 6.9
B (em) 154.8 + 7.9 159.9 + 7.0
AR (k 57.8 + 9.3 62.9 + 9.0
BMI (kg/m’) 24.1 + 2.8 24.6 + 3.0
HEHE 1% B (g/em?®) 0.7 + 0.2 0.9 + 0.2
Je By S % (gfem?®) 0.6 + 0.1 0.8 + 0.1
A 2 B (gfem?®) 0.7 + 0.1 0.9 + 0.1
1fil. Ca 2.3 + 0.1 22 + 0.1
1. P 1.1 + 0.1 1.1 + 0.1
B PR Tl 67.3 + 28.9 76.0 + 21.0
25FHEHERD 19.9 + 9.0 25.2 * 5.1
MKRA 5.2 + 1.4 5.1 + 12
I ILEF 64.9 + 13.6 58.0 + 11.2
FURSE IR E 36.0 + 20.5 38.0 * 19.0
M EKEN 32.5 + 10.0 23.1 + 9.9
F2 B RRAME B R B R A
Tab.2  Risk factors of osteoporosis
i B R
OR 95% CI P
S (%) 1.133 1.002 1.187 0.033
A (kg) 1.012 0.897 1.109 0.020
MOF10 1.780 1.653 2.977 <0.001
HF10 1.977 1.743 2.321 <0.001
225 DK (ng/ml) 1.866 1.221 3213 0.03
M4 IR ZE T (pg/ml) 1.562 1.302 1.970 0.04
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