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Vascular calcification (VC) is widespread in patients with diabetes mellitus (DM) , and it is a charac-
VC is also an independent risk factor for increased risk of clini-
At present, the mechanism of VC formation in patients with DM has not been fully elu-

Further exploration of the common pathogenesis and internal relationship between them is expected to provide

This article will review the common

pathogenesis of DM and VC, and provide ideas for further research and clinical prevention and treatment of DM and VC.
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A3t 22 0 IS PR 2 AT 1 4 (reactive oxygen spe-
cies, ROS) Fl i #£ & ( reactive nitrogen species,
RNS) , # LA AP 3 B BE g, DT 5 | 2 4
WEMARGE SHUEAD R G EAL, RA SR
LA A5 LA S DG AR 5 3 i A U728 ol
KREWFFER, A AN I S BURS B 40 i 1) 4
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DM J DM 0 AT SRR B 4
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AILRRLIRZE AL e FEBE Sy B AR T, REHFE
W], ROS 7] LAIE A% 5% 5% [N T B ( nuclear tran-
scription factor kB, NF-kB) Fl & FH ¥ C (protein ki-
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TNF-o F1 1L-6 HFUEIA 23 R AR ROS /Y74,
M GG PEE IR, 2 F DM B & AR, 1A ok
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