- 36 - i}ﬂ”ﬁ%@%%?ﬁ Journal of Clinical Medicine in Practice 2021 y 25(3) . 36 —39.

B S e R EREEBEREILE
MMM EEBEIEENXE

HFIe, X 5%
M BB MR 55 = BEBe MIZ R, SLF B, 121000)

W OE: BE SRR R B A I R L (MHR) RS R INRESE (ACD) (R F BB o AE (CAS) I R 7
BEEH 242 B ACT IR W WIFEXT 4 06 41 00 CAS B9 ACT BH BN AL, 201 47 CAS BYBHFHBONIAE AL, MYEEH 2
W Es SR 7R 200 R B 2 (n = 88) \FRJEDRZAE AL (n = 61) \FEJE MM ZELL (n =52) o RJH Logistics [MIF /3474 E ACI
CAS yfa K2, ROC HIZk/3Hr MHR XF ACI 7% CAS RN, B4R FEY MHR AKCF R T IRAL, 2RA g
(P <0.05); *PREMRARLL ELJEE 2 1A 2840 MHR & T AL, 22 R A GEiT £ L (P <0.05) ; Logistic [MIH/M 455 75, MHR 2y
ACI (3% CAS pyal s fER 3R o 321038 TARFRIE(ROC) M4k o, 24 MHR 5 0. 535 [, HXT ACL 8355 71 CAS By BN (B e
TR 40.30% , FEFHEH 85.40% . 453 MHR iy ACI A3 CAS (IS7 fE R I3, MHR ATBESZ T ACT 3% CAS 94645

KR SRS ; SIS ; AL ; o R A 1o I

FESES: R743; R446 XHfEREM: A XEHS: 1672-2353(2021)03-036-04 DOI: 10.7619/jemp. 20201217

Correlation between monocyte to high-density
lipoprotein cholesterol ratio and carotid artery
stenosis in patients with acute cerebral infarction
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Abstract; Objective To explore the relationship between monocyte to high-density lipoprotein
cholesterol ratio( MHR ) and carotid artery stenosis ( CAS) in patients with acute cerebral infarction
(ACI). Methods A total of 242 ACI patients were selected as study objects, among whom 41 cases
without CAS were selected as control group and 201 patients with CAS were selected as stenosis group.
According to the ultrasonic results, the stenosis group was further divided into mild stenosis group
(n =88), moderate stenosis group (n =61), severe stenosis and occlusion group (n =52). Logistic
regression analysis was used to determine the risk factors of CAS in ACI patients, and ROC curve was
used to assess the predictive value of MHR in ACI patients with CAS. Results The MHR of the ste-
nosis group was significantly higher than that of the control group (P <0.05). The MHR values of the
moderate stenosis group, severe stenosis and occlusion group were significantly higher than those of the
control group (P <0.05). Logistic regression analysis showed that MHR was an independent risk fac-
tor for CAS in ACI patients. Receiver operating characteristic ( ROC) curve results suggested that
when the MHR value was 0. 535, the maximum predictive value of CAS for ACI patients was the high-
est, sensitivity was 40.30% , and specificity was 85.40% (P <0.05). Conclusion MHR is an in-
dependent risk factor, and may be an indicator to predict CAS in ACI patients.
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