e 2000 - EI PRI E 2o 2022 45 8 F 4 43 %% 16 #1  Int ] Lab Med, August 2022, Vol. 43,No. 16

&
i

EERMMNEREENFRIBERES | kTS
R REBR X R TR

R, F OB ZR KR
BRETPEELASER: L. 24 F;:2. 4v2 AA. ) A 2kiE 519000

 E:BHN RAEFEBERAEFLAFZIBEREZEEG 1 KF(HMGBD 5 3 3h bk 748 2 583k 69 X
Z. HE HEMR21946 AF2021 F6 ARG 2246 L F LML ELZEARTT L L Prska
166 4], T pE3 20 58 4, ARBEHIAA T WAt —F o A& T R M (61 H)) Fo R A4 E B3 20 (105 #]),
KR BT S B MR B A e E AR AL C BB & G (hs-CRP) ,HMGBI & F, Pearson % 4 #7 & & HMGB1 5
hs-CRP #5480 % 1%, Logistic 4 B Z = )24 8 54 HMGBl 5 5 s kst e RAA T B £ 4, L5 %X % T h%
AE(ROC) Wy & 5 #7 fn 7 HMGBI1 3t #1 3 bk 82 3 R AL ey iR ML, it A& TERAUC), R sk
f2 7% hs-CRP #2= HMGB1 K-F¥ & F R3340 (P<0.05), %5 &2 W i % % 75 HMGB1 5 hs-CRP & &
KFZIEAX(r=0.142,P<C0.05) , 48 5% sz 3 204K % & fig & = B B2 (LDL-C) \hs-CRP #= HMGBI1 & -F 314 F
RAEE BEH 20 (P <C0. 05), Logistic 4 B & ® )2 5 # %7, LDL-C(OR=2.651,95%CI:1.573~7.504) ., hs-
CRP(OR =6.703,95%CI :1.467~12.003) & HMGBI1(OR =8. 912,95 %CI :2. 574~18. 114) ;& 3} 3 Ik 5 3k =
AR EE(P<0.05, ROC ¥4 54 27, HMGB1 770 37 ) bk 58 3 R A Z 89 4L (AUC=0. 850) & F
LDL-C(AUC=0. 714) = hs-CRP(AUC=0.769), #it HMGBI £ & MK iz & F M 3 stk R L0 H
wey B % . HF B3 # 3 Bk BE 3k R AL T A T TR A

KR anmEL; SEBEREG L FIHMRAB TR, HMEAH; EFA

DOI:10. 3969/j. issn. 1673-4130. 2022. 16. 017 FEESEER743. 33

XEHES:1673-4130(2022)16-2000-04 XHEFRERG A

Relationship between serum high mobility group protein 1 level and unstable
carotid artery plaque in elderly patients with acute cerebral infarction”
WU Jun',LI Hua® WU Baoxing® ,\CHEN Qingqing”
1. Department of Emergency ;2. Department of Neurology.Zhuhai Integrated Traditional
Chinese and Western Medicine Hospital , Zhuhai ,Guangdong 519000, China

Abstract : Objective To explore the relationship between serum high mobility group protein 1 (HMGBI1)
and unstable carotid plaque in elderly patients with acute cerebral infarction. Methods A total of 224 elderly
patients with acute cerebral infarction admitted to our hospital from June 2019 to June 2021 were selected as
the research objects,including 166 cases in the plaque group and 58 cases in the no plaque group. According to
plaque stability,the plaque group was further divided into stable plaque group (61 cases) and unstable plaque
group (105 cases). The serum HMGBI level and high-sensitivity C-reactive protein (hs-CRP) were detected
by enzyme-linked immunosorbent assay. Pearson test was used to analyze the correlation between serum
HMGBI and hs-CRP. Logistic multivariate model was used to analyze the relationship between HMGBI1 and
carotid plaque instability. Receiver operating characteristic (ROC) curve was used to analyze the value of ser-
um HMGBI1 in assessing carotid plaque instability, and the area under the curve (AUC) was calculated.
Results Serum hs-CRP and HMGBI levels in the plaque group were higher than those in the no plaque group
(P<C0.05). There was a positive correlation between serum HMGBI1 and hs-CRP levels in patients with acute
cerebral infarction (r=0. 142, P <C0. 05). Logistic multifactor regression analysis showed that LDL-C (OR =
2.651,95%CI ;1. 573 —7.504) , hs-CRP (OR =6. 703,95%CI : 1. 467 —12. 003) and HMGB1 (OR =38. 912,
95%CI :2.574—18.114) were the influencing factors of carotid plaque instability (P <C0. 05). ROC curve a-
nalysis showed that HMGBI had a higher predictive value for carotid plaque instability (AUC=0. 850) than
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LDL-C (AUC=0.714) and hs-CRP (AUC=0. 769). Conclusion

HMGBI is an influential factor of carotid

plaque instability in patients with acute cerebral infarction,and has early prediction value for carotid plaque in-

stability.
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