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development process of atherosclerosis through regulatory inflammation.

M1 Macrophage; M2 Macrophage; Atherosclerosis

Macrophage can polarize two subtypes, pro-inflammatory M1 and anti-inflammatory M2 ,which affect the
Studies suggest, although macrophage polarization
plays an important role in pathophysiology of atherosclerosis, it is not clear that mechanism of regulatory macrophage polari-
zation determines the outcome of inflammation in atherosclerosis.  In this review, we can provide a new direction of pre-

venting atherosclerosis and controlling inflammation through influence factors of macrophage polarization in atherosclerotic

inflammation.
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3.2.1 TRX AALN S S As kA R R
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T I I 20 v 80 DX R BT 3800 K 0 4 s (R 7R
LXRB AR L BB G, Wl 2, LXRa A{H AT
LI 3 fie R ST 4 s /b B W 40 R, T HLd
AT LJE A 3 gk v A8 e T 4 9 e AT ) R A P4 B
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3.3.2 MyD88 #= FeyRIlb AR, Toll #5375
B H ) MyD88 ( myeloid differentiation factor 88) £
As (R B Bt & 4% 1 AR, 7E MyD88 ™
WA RN PN B2 2 B rp, ML BB AR Ah 32 31 T B I
il , 10 HL AR A A 58 3R B, 7 5 R TR IR SR Y
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(iNOS,TNF  IL-1 1 11-6 ) #5745 i, T M2 #H K 3 A
(Arg-1 IL-10) , A2t , MyD88 5 M2 U = I 41 ffg
KFREY O, AR, Harmon 557! FHH 7 I 1 41 21
Bk A i =X A0 B ACUE B, 7E ApoE Il FeyRIIb ( Fe
gamma receptor family ) XU /N FUAY As BEHLHT, M2
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3.4 BRAF
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B As BEBRAS O3 T AR B /N TS i/ N L . R
AT 38 5 S AL 3 T IE ] Nefl2 BTG AL TE As
PEHOIE UM 1A % 4=, RT-PCR 25 540 7 | 7EME 5%
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oxygenase 1,HO-1) F1EE 2 A 73 WV 1 2 A K it 4
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P W A, AT X A A BRI Bl M
B A0 AR S Arg-2 Fl INOS Y2k FEARA X
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(R I AE S
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i T S I S R Y6 K A0 B O kR R, 2 — 20
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As T 0 200 B A 3 R A 2 27 3 L AR g
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St EL 8 IE B DR 78RR 140 L A8 5 06 0 R
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L4 35 AL R M2 B E LA, 25 53 01, Heab
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SIEARAE (lysophosphatidylchline , LysoPC) A fi¢ i#F
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