946

ISSN 1007-3949 Chin J Arterioscler, Vol 26,No 9,2018

- B -

[XEHS] 1007-3949(2018)26-09-0946-07

B gl gk A Hepcidin-Fpnl &l Ko FLAE Sk sk AR08 AR 19 12 H

ik A&, R, &R, 5 i
(LAFRFEFEREHBLERAESH 2 HREAKRSEE WG ER S LE KPS, 54 dH R T 210008)

[k$iR] E¥a0skRi#; Hepcidin-Fpnl #h; ZhAkiBAEmL; KomE, A%
(8 E] FRBEEAL(As) SRR MAALIE 2ah P REGHA TABRERLERRZE As RRLXERE

BYPECFFHG—ALBEREREEN, ELMBLE As BT R LR PR BEEEER, AXLBLE
mpn ARG As AT RBE, AANBEES MR P X E LA M 4 Hepeidin-Fpnl #b; 4 £ K JE |
P PN R 3AFTEALBE S MR AT As X ER R H 0, RENBE AR MAE K As BT 093
bS8
FESES] R363

g i 4

A
&

[4

)

[6

[CEkARIRFE] A

—

Hepcidin-Fpn1 axis of macrophage iron metabolism and its role in atherosclerosis
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ered in plaque is a pathogenic factor or a simple consequence caused by hemolysis in the development of As disease. Mac-

macrophage iron metabolism; hepcidin-Fpnl axis; atherosclerosis; inflammation; infection

Atherosclerosis (As) is associated with iron metabolism. Tt is still controversial whether the iron gath-

rophages play a key role in the formation and development of As plaques. This review summarizes the research progress of
macrophage iron metabolism and As.  This paper first introduces the Hepcidin-Fpnl axis that plays an important role in

macrophage iron metabolism, and then introduces the effect of macrophage iron metabolism on the development of As from 3

aspects of inflammation, infection and hemorrhage in plaque.

lism are introduced.
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Finally, the new ideas of As therapy related to iron metabo-
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Figure 1. Schematic diagram of macrophage iron metabolism and Hepcidin-Fpnl axis
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