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Abstract: Bisphosphonates ( BPs) are the first-line and cost-effective drugs for the treatment of osteoporosis and diabetes-induced

osteoporosis. However, data from various studies have shown that the effects of BPs on glucose metabolism ( diabetes risk and insulin

sensitivity) are unclear. This article reviews its research progress and further provide evidence for BPs in the treatment of diabetes mellitus

combined with osteoporosis.
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ALP) 5 5 IXFPROV T 6830 o B AR BEULEE—3 LA ( phosphati-
dylinositol 3-kinase, PI3K) /7 [ # /if ( protein kinase B, AKT) |
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1.8 B HMAEKAE%EKE (bone morphogenetic proteins,
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PR ETE A T2 L BRSNS TIDM S 9K B 40 &
F8 77 1, B U R s A T B A 38t A% T 4 B AR N TR AR S 43
WALH LU A A Ry DI RE R TR 5 N 0 0 4 L 1 1, i R 7
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tolerance test, OGTT) 4 Z& Bt i 26 F i FX ( AUC) ,HOMA-IR
SR,

2 WWBsfsh ( Bisphosphonates, BPs)
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K E] BPs BTG JRERR G4 04 55 HE vk 4<7 2 et 8] 4 7 ) ZE IR 2
A AT RE S T AL i A B S R T RN R B R A A B (R
BRI (MVA) 2l 3-8 -3-F 3 L B4 Eg A
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T2DM /N USSR BF T 0 42, e 8 JE S , BPs b BB A K R
HEVRTT W5 ek (BMC) I /N R MR/, 2 A T 44 5
W J5 45 R S, BPs Ab B 9 K BUMLAR P RS i , 3k 5 v e
SEENH PRSI0 ) L DUBENRAL T 275 10 DMt
B BIFTE X G2, fo B¢ I R 4 12 FRL U, -4k /N B 56 95
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TS FURERLE 45 5 , HCHL ) T Rl e i IR R A I 7 306 5 1 I
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mi T /N UL S 56 B BPs £F DOP (R IR YT
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WK 54~ 81 % B4 22 J5 10 4 R WA 0 AT BB L F 1 2
FUXH BRI AEAT 3 4RJ5 R I, AR T2 B0, B¢ IRk i 48
T RAELCYE T2DM B B, S AR IR A AL,
FLIGYT 13 R R i 22 1 o 7T, RV o B s 10 3 o %
JiE , SR RRIA L, R RS 24 R0, I8 5 B PR e
FERIVE AR FE P22 HEAT T — T 4 [ R MR K 30 A 571
RS, 75 (o A W02 A 245 0 o 5 P L2 5 T2DM R [ A1
I S, v DT O 2 66 A S, L L 1 A 5 1) 4
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TR AR B AR R . 42 K D Al 4y
W/ 53 W7 2R L S FEAE P DT Ak 53 vl 3 i 4 2 %
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