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Abstract: Osteoporosis (OP) and coronary atherosclerotic heart disease (CAHD) are two diseases that seriously threaten the health of

middle-aged and elderly people. The more calcium loss from the bones increases, the more calcium deposits in the blood vessel wall, result-
ing in a calcification paradox between the bone and the blood vessel wall. Inflammation plays an important role in the occurrence and devel-
opment of this process, and there may be a commonality—inflammatory factor mechanism in the main pathogenesis of the two. In this review,
we explore the possible mechanisms of inflammation in osteoporosis and coronary heart disease from the perspective of modern molecular bi-
ology, and summarize the feasible solutions for the bone—vascular axis from the perspective of inflammation in recent years.
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PEEHT, SRE NI E A AR A/l s 2emi s, JF HL
il = WV 38 PR TG PR 4 (reactive oxygen species,
ROS) FIEMAZE -1 (interleukin—1, IL-1) . FAZH
A% -6 (interleukin—6, IL-6) . MR RN T -«
(tumor necrosis factor—a, TNF-at) 842 & 40 i KT
B, AR T HE— LR ROS /YA, TR AR
PRI MRS ' AN SCIRERM], PR JEAE 1
S AN B AU PRI AR o IBERSAE R 1 1 4 i
42 -8 (interleukin—8, IL-8) . i W 4H i 7 M4 5. 1 -
18 (macrophage inflammatory protein—1@3, MIP-13)
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