- 382 - DiEEFIZREHERLAE 2015455280 F514% E55H8  Chin J Mult Organ Dis Elderly, Vol.14, No.5, May 28, 2015

02/% :\@o

BRSREEBMERKFLEEFREZERXF

N, B WS, @Y

(BRY: 'WEERBEEYR; S EET SLKE, #iE 226001)

[ =] BESLAEEND (BMPs) BHEMAAKRET-B (TGF-B) @AM A, BA SRR, WIRHERK.
A AR A RS IE RS . AR A L, BMPsiB 585, e85 M A U6, H2 5N b HIE
R GIVBE DRI R B R R I R A | W DR I AR A R R A IR S (R E BMPS AT L MR A B IR OB PR s AR
JERY A, SR ARSI PRI FTR YT B AL T 0 S B

[ x5iA ] BIBALEEN; MR BRI &
[hE4S%=S] Rs87.2 [ x#ktRiRam] A [ DOI] 10.11915/j.issn.1671-5403.2015.05.088

Relationship of bone morphogenetic proteins with diabetes and its
complications
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[ Abstract] Bone morphogenetic proteins (BMPs) belong to the superfamily of transforming growth factor-p (TGF-B), and are involved in
multi-physiological functions, such as embryogenesis, bone metabolism, hemopoiesis, and neurogenesis. Recent studies suggest that BMPs
be also closely associated with the metabolism of glucose, lipid and energy, and take part in the regulation of diabetes and its complications,
including diabetic nephropathy, diabetic retinopathy, diabetic vascular lesions, and other processes. Therefore, BMPs can be used to regulate
the development of diabetic obesity, and provide a new thought for the future treatment of diabetes.
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