kOO O BEO¥ B ¥

JOURNAL OF CHENGDE MEDICAL UNIVERSITY Vol.41 No.3 2024
BNPKBHRME TmRNAZRIA SR M RN I EfmHIAER I

E &AM, REE, L, FRE
o T BE el B, TR A 452370)

% B & B HkBEIR PMETmRNA K 2 55 S P v i 45 53 (ICV D) A= R R S , e i
BRI FGEIT RIS E . 7k MBI E TP EBE20214FE1 H~20234F3 H UG I T 330 ik P ERIBEA 1)
ICVDEZ T, HLHAS B 553 o Sy AE Sl HEAE4 , SR P QRT-PCREEAS M4 B BEHMETmRNA,
SAHIMETmRNAF S B 5P R ICVDEA ICVD BRI, 4% Sl S Hd .
mRNA KBRS H40.763+0.047 ,0.591+0.039.,0.708+0.043 , 25 554 Lo it 24 75 3, ¥9P<<0.05 5 J5 25 1 M e f . i
FEAE Nk 5 1 27 A AE | 18 P il f U 28 58 3% MImRN A 3k 543 B 40.711+0.068 . 0.765+0.077, 0.655+0.071
0.671+0.083, 2= A G it 2% 7 X, #1P<0.05 sNIHS SOz i v i v EE i | 8 R % MImRN AR &5 il A
0.642+0.072,0.67140.074,0.754+0.039,0.789+0.051, Z2 5 Gt 27 7 X, ¥IP<0.05 s S A kBt FMETmRNA
R SRS ICVDS3 8 NIHSSH3 2  SAkpk A 43 9% 22 B b | GBI H I =R & e e e AR
FIENREIBEH, HP<005, £t HAKBEYPMETMRNARKIA SICVDI R A BEHG, T EEE S5
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Correlation between METmRNA Expression in Carotid Artery Plaques and Ischemic
Cerebrovascular Disease
WANG Dong-yang, CHEN Xiao-xia, CUI Wen-bo, NIU Ming-lei
(Brain Disease Department of Xinmi Traditional Chinese Medicine Hospital Zhengzhou, Henan, 452370, China)
Abstract : Objective To investigate the correlation between the expression of MET mRNA in carotid artery plaques and
the occurrence of ischemic cerebrovascular disease (ICVD), in order to provide reference for the prevention and treatment
of ischemic cerebrovascular disease. Method 97 ICVD patients who underwent carotid endarterectomy in our hospital from
January 2021 to March 2023 were included. They were divided into vulnerable, non vulnerable, and coexisting groups based
on the nature of the detected plaques. The MET mRNA of the stripped plaques was detected using qRT PCR method, and the
correlation between MET mRNA and plaque nature, ICVD subtypes, and ICVD severity was analyzed. Results The mRNA
expression levels in the vulnerable group, non vulnerable group, and coexisting group were 0.763 £ 0.047, 0.591 £+ 0.039, and
0.708 & 0.043, respectively, with statistically significant differences (P<<0.05). The mRNA expression levels among patients
with transient cerebral ischemia, cerebral infarction, cerebral steal syndrome, and chronic cerebral ischemia were 0.711 + 0.068,
0.765 £ 0.077, 0.655 + 0.071, and 0.671 £ 0.083, respectively, with statistically significant differences (P<<0.05). The mRNA
expression levels among patients with mild, moderate, moderate, and severe NIHSS grading were 0.642 + 0.072, 0.671 +
0.074, 0.754 = 0.039, and 0.789 = 0.051 respectively, with statistically significant differences (P<<0.05). The expression level
of MET mRNA in carotid plaques was significantly correlated with plaque type, ICVD classification, NIHSS grading, carotid
stenosis grading, fasting blood glucose, total cholesterol, triglycerides, high-density lipoprotein, and low-density lipoprotein,
all <0.05. Conclusion The expression of MET mRNA in carotid artery plaques is significantly correlated with the

occurrence of ICVD, mainly by participating in the development of plaque instability leading to transient cerebral ischemia
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and stroke, and interacting with hyperglycemia and hyperlipidemia.

Keywords: Carotid artery plaque; MET mRNA expression level; Vulnerable plaques; Ischemic cerebrovascular disease
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(ff22) B o 2 L Wl F s Wi, KR 5SMHz, 32
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A1 3mEE—RTHAE

TiH Vil Sttt W B P
SR (M) 610251008 63311003 5995+1262 0692 0503
W, %) 25(5435) 18(62.07) 13(59.09) 0456 079
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TGmmolL) — 233+048°  149:041° 2012042 46431 0000
HDL(mmollL) 133023 105026 116£027° 12477 0.000
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* 5 B m peE ,P<0.05:#5 3F B Rtk ,P<0.05
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A2 3mEHICVDY XA A EMIL

5iH S ESEE O BY P
TIA 1403043 51724) 703182
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E# 0000 0000)  0(0.00)
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(®1, %) . . .
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HwE 1328200 00000  209.09)"

TEKIES (%) 66.58:850° 57.8245.04° 614446777 13526 0.000
= e t ¥ *
Hahhkier TR 30(65.22)ﬁ 28(96‘55’) 18(81.121 0497 0008
NEW, %) FEE 166478 1345 4(18.18)
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BERE, AFICVDSr 3 NIHSSH 4% s sk ka2
JE5r R B 5 ], MET mRNAFK R B RS A G733, 3
P<0.05,

44 ARICVDH £ & = E42 & %4 MET mRNA

F &% »op2a
HiH mRNA F P
TIA 0.711+0.068
Cl 0.765+0.077
/.
ICVDA 2 STS 06550071 9.584 0.000
CCH 0.6710.083
L234 0.642+0.072
Lil)'s 0.6710.074
N
NIHSS74% i 075440039 26325 0.000
HE 0.78920.051
- H g 0.673+0.085
kA 171 !
kAR % Fii UTAH006] 517 0.004

25 METmRNA% % & 5ICVDA £ 648X B
F5SHMET mRNAK B R SBEHIIN ICVDs K,

NIHSS434% . Sk %% B 53 2 Kendall’s tau-bAHIC 53 Hr

58, mRNAK L & SRS ICVDS3 28 NIHSS534

SR IRAS BE 53 4 AR, ¥1P<0.05,

45 mRNAZ X # 5k £ 5] ICVDS £ NIHSSH 4,

* 5 B Rm peE ,P<0.05,#53E B Rm ik ,P<0.05
23 3% FMETmRNAK ik 341t

T3 M3 EHMET mRNAK IR AT, 3240 A MET
mRNAKIR B FASH 2R C,P<0.05,

%3 3% ZFMETmRNAZ L 2330

5iH Sl fziidil i F P
mRNA  0763+0.047° 059120039 0.708:0.043" 147392 0.000

* b 5 4 pdk ,P<0.05,#5 3k % Him reik ,P<0.05
24 ARICVDY AR P E42 K &E4AMET mRNAR A ¥
A

KAAARICVDS S ™ B R HMET mRNAK
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RARIEE BBk
HiH Kendall#i % 251 P
FER 0357 0.000
ICVD 2 0191 0013
NIHSS532% 0.547 0.000
FEMRBRAE 7 0.238 0.001

F6AMET mRNAK G & 51 MR F7 ANTHSSTT
53 BBk %S P earsonbH R TE A BT 45 8 , mRNAK A
5SBP . DBP FBGHIK A B, #P>0.05, 5TC TG,
HDL,LDL NIHSS#S)  Siaiopkas 5 2 B EEHSE, )

P<0.05,
A6 mRNAZKA F 5 o HLASARANIHSS#H0, A SR
PEFRALHE
TiH Pearsonff % %% P
SBP 0.163 0.112
DBP 0.167 0.103
FBG 0.190 0.062
TC 0358 0.000
TG 0.669 0.000
HDL 0426 0.000
LDL 0.590 0.000
NIHSSPE4 0622 0.000
I RGES 0.589 0.000
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TN BT AR, BRI AR P S 5304 B B ok i A2 1
FEARMIEMBIK, 51 R sk mes A", 2
BEHL R TROE AR , Sy BB7E T i , M i BELSE iz
Ui 0L A/ NI A , DR B 5 5 | R SRR e e i A T
Febvhe i P G L6595 o

KuveljicZ™ ' WF5 iR, ICVDIEH LA S Bt A 1,
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B A S iRk S5pe s , R IAE S HBEFIFERICVD
RERERPIZ, [HMNIHSSIE Fisighikmkss % L&,
SHIBEELA (R INTHS SPF4> Fnsiish ok s 21 w1k
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