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and fall off, leading to the formation of in situ thrombus or multiple microemboli.

carotid atherosclerosis; vulnerable plaque; biomarker; ischemic stroke

Vulnerable plaque refers to the plaque with poor stability in the arterial wall, which is easy to rupture
Carotid atherosclerotic vulnerable
plaque is the main pathogenic mechanism of ischemic stroke, and carotid plaque vulnerability increases the occurrence of
cerebral ischemic events.  Therefore, early identification of vulnerable plaques is of great significance for intervening high-
risk factors for stroke and improving stroke prognosis.  In addition to various imaging techniques, circulating biomarkers
provide an adjunct to the identification of vulnerable carotid plaques.  This article reviews previous studies, discussing no-

vel biomarkers capable of identifying carotid vulnerable plaques.
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SR TEE VIR

rh AL 4 AL/ 6 T 48 B LG B ( neutrophil to lym-
phocyte ratio, NLR ) & Tl illl 551 5 Jik 55 e 11 &5 45 14
HrR 2 YR T A A DU R 5 A 0 T P ) R
RAE S, 38 i A v R A AE [ (Chigh
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AMHE, SRS B3 0 5 53— 5 T Ik 4 A
Z 5HR N KA, I NLR T S 82 n 313
JokBELR 2 1 B SN o5 — b R AR S AR S R
% 40 JHL/ 36k B 28 JHS B {H ( monocyte to lymphocyte
ratio, MLR ) 5 & & g Bt 4 #E4%.0> (lipid-rich necrotic
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[A-F B1 (transforming growth factor-B1,TGF-B1) it
[ B-3% ¥ H ( B-catenin) 5 X KHEH H 01 (fork
head frame protein 01, FoxO1) 15 53 B HT RN,
IRIBES 5 B

AN, DT S BVE T K 1 (silent information
regulator of transcription 1,SIRT1) & As FRAPRIZE X}
FALTUIRSE AR B H (oxidized low density lipoprotein,
ox-LDL) W5 RAE S AL T A Ve #%
[AF kB (nuclear factor-«kB, NF-xB ) J& ¥ 15 48 4iF S v
AR O 3 S TR - 24 780 2 B R A4 i 3 ((cleaved
Caspase-3) /1 AR T, F 403 9 B A, sk BEHUE
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KV ( c-Jun N-terminal kinase, JNK) {5 5% %
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Hi) %8 B U8 77 25 1 78 ( glucose regulated protein
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J5 ¥ N7 384 ( endoplasmic reticulum stress, ERS) F4AH ¢
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(unfolded protein response, UPR) 45 %, FE ERS 1§
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