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[Abstract] Objective To observe the effects of statins on bone mineral density(BMD) in type 2 diabetes melli-
Methods

DM1 group had 46 patients , including 30 males and 16 females.

tus patients with osteoporosis. Eighty-six type 2 diabetes mellitus(DM) patients with osteoporosis were

divided into two groups: DM2 group had 40 pa-
tients, including 26 males and 14 females. The patients were treated with standard treatment for control of blood glu-
cose and blood pressure, and the patients of DM2 group were given statins for 12 months in addition. The changes of
the two groups were compared for BMD,FBG, 2h-postprandial blood glucose(PBG),TC, LDL-C, HDL-C, TG and
glycosylated hemoglobin(HbA, ¢). TC and LLDL-C of DM2 group significantly decreased (from( 4. 68+
1.29) to (3.98-£1.21) mmol/L and from (2. 58+0.52) to (2. 2940, 42) mmol/L, respectively) , and BMD signifi-
cantly increased (from —(2.6940,17) to —(2.2640.27)g/cm®)], after treatment. These changes were significant
as compared with DM1 group (from (5.0241.19) to (3. 9841.21) mmol/L, from (3.5240.47) to (2.29-+0. 42)
mmol/L and from —(3.5340.43) to — (2. 2640. 27)g/cm’). Conclusion

Results

Statins can not only adjust blood lipid
but also increase bone mineral density in type 2 diabetes mellitus with osteoporosis. It may be a new choice of treat-
ment for type 2 diabetes mellitus with osteoporosis.
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WA PG BB/ L FRGE) () FBG(mmol/L)  2h-PBG(mmol/L) HbA, ¢
DM1 4 46 (30/16)  76.28+8.42 12.36+5.78 7.134%2. 14" 10.224+2.31" 7.01£1. 28"
DMz 4 40 (26/14)  75.9949.01  11,9746.12 7.674+2.48" 11.0142. 19" 6.78+1.80"
papicE::| 44 (30/14)  75.4649.23 5.1241.54 7.88+1.56 5.3041.05
2H 5 BMI(kg/m’) TC(mmol/L) LDL-C{mmol/L) HDL-C(mmol/L) TG(mmol/L) BMD(g/cm?)
DMI1 4 26.16+2.84  4.82-£1.78 2.8940. 48 1.1940. 31 1.7540.23 —2.784+0.13"
DM2 4 25.9843.07  4.68+1.29 2.58+0.52 1.2140. 28 1.8240.35 —2.6940.17"
XTHR4 25.1243.08  4.8941.02 2.1440. 36 1.2440. 26 1.8440.11 —1.354:0.22
HBMI B EEER, 5S4, - P<0.05
%2 BIFESAMEE . HbAlc & BMD T ( x +5)

AR %) HbA (%) TClmmol/L)  LDL-C(mmol/I.)  HDL-C(mmol/L) TG(mmol/L.) BMD(g/cm?)
DM14 46  6.914+1.66% 5.02+1.19 3.5240. 47 1.1440. 33 1.7540.21 —3,53+0.43%
DM2 4 40  6.8641.53* 3.98+1.21° 2.2940. 42" 1.1740.38 1.4840.25 ~—2,2640,27**
Xf R4l 44 5.84+1.26 4.7641.12 2.94+40, 49 1.2840.29 1.7840.18  —1.8740.34

T 597 R DML 4 Hh#k, © P<<0.05, XM LE. * P<0.05
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