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Preoperative Fasting Triglyceride-glucose Index as a
Predictor of Contralateral New Silent Ischemic Brain
Lesions after Carotid Artery Stenting

YANG Yi, SHEN Shen, WAN Mengxia, ZHANG Yongbo
(Department of Neurology, Beijing Friendship Hospital, Capital Medical University,
Beijing 100050, China)

[Abstract] Objective To investigate the predictive value of the preoperative fasting Triglyceride—Glucose
index (TyG) for contralateral new silence ischemic brain lesions (CNSIBL) following carotid artery stenting (CAS).
Methods A retrospective study was conducted to analyze the clinical data of 183 patients who underwent carotid
CAS. The patients were divided into a CNSIBL group (50 cases) and a non—CNSIBL group (133 cases) based on the
occurrence of CNSIBL. Baseline data, laboratory tests, and imaging indicators were collected, and TyG was
calculated. Using the occurrence of CNSIBL as the dependent variable, multivariate logistic regression analysis was
performed with TyG as the independent variable after controlling for confounding factors, and the predictive value of

TyG for CNSIBL post—CAS was evaluated using receiver operating characteristic (ROC) curves. Results (1) The
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number of patients with a history of diabetes mellitus, as well as systolic and diastolic blood pressure on admission
in CNSIBL group were statistically significantly higher than that in non—CNSIBL group( P < 0.05).(2) Triglyceride
(TC) levels were higher in the CNSIBL group compared to the non—CNSIBL group(P < 0.05); TyG was also higher in
the CNSIBL group than in the non—CNSIBL group (P < 0.05); (3) Multivariate Logistic regression analysis results
showed that TyG la OR = 1.125, 95%CI ( 1.042-1.214), P < 0.001]was an independent risk factor for
contralateral new silent ischemic brain lesions after carotid artery stenting;(4) The ROC curve suggested that the
AUC for TyG predicting contralateral new silent ischemic brain lesions post—-CAS was 0.77 [95%CI (0.71-0.84),
P <0.001], with a cut—off value of 1.93, sensitivity of 86.0%, and specificity of 63.9%. Conclusion TyG is an

independent influencing factor for contralateral new silent ischemic brain lesions following carotid artery stenting.

[ Key words] Carotid artery stenting; Contralateral new silence ischemic brain lesions; Triglyceride—glucose

index; Atherosclerosis

SIS Ik o A R A 20 7 o e ot P M AL Y
BEGEI,f AC ZE LS BOsh ok A R A r
fa s R M, B8 Bk S B AR (carotid artery
stenting, CAS) & — 775 7 ke i 1 il 1 4579 ) ol 7
WIRYT Tk o B T IR 91354 & (embolic protection
devices, EPD)J {ZMiH, SRSk 4L E ARG
i A 0 TR AR BT BN AUAH (magnetic resonance
imaging diffusion—weighted imaging, MRI-DWI) 2/~
B & ToE IR BRI P Bk 45 45 (new silence ischemic
brain lesions, NSIBL) % 4= & 5 18% ~ 57%, [ i
CAS-NSIBL AT 3§ A SH il i 5 7 . A
SRS 230 BT NSIBL TS s CAS AR J5 — I 8 %
(8 Ik PROXE A . AR T J 0, TR B 2R KT (insulin
resistance, IR) 5 LA G 5+ 2 IEAHC, IR
b SN A S SN SO BRE I LI E A T D
RRARE, e sh Bk RE AR . o R
I BEFE B (riglyceride—glucose index, TyG){E AiFAG
IR WEESE R, 5SS . RS bkok R
1 R A AN 117 € L A AN [ | = 7S S SR v
RABEFE TyG 5 CAS J& X7 A& Toe AR ke i 44 Fisg
1457 (contralateral new silence ischemic brain lesions,
CNSIBL) 5 & IF i A PPAR IR ST R FR b5 U B2
SR B WA 5 TyG 5 CAS J& &2k CNSIBL 5%
T o BT TyG 48 85 3l Ik ok AR AE AL AR OC H. 5
APLE, A5 AL TyG 5 CAS-CNSIBL
KK F, BIESHT TyG Xt CAS J& CNSIBL Ay i il
e

1 ABSHE
1.1 #HRXFHR

PEHL 2018 4F 10 H £ 2022 4F 12 H AR E B
K27 B T bt A v B e A 28 INRHEE e 14 35 I 3 Jik

SR AR 183 47, AR4E CNSIBL & 2 A 1%
43>~ CNSIBL 2 50 1] Fil non—CNSIBL £ 133 4l .
1.2 MNSHEBRIRE

GAAFRUES": (DATIUN B BAM BB AR,
TC I PRAE R E I8 148 3 52 0w 300 B kA
W AR BRAE R =T0%, 41 i 48 ZR Ge A G RS R
BTG 1A i 5 s SN B KA I AR Bk
7E=50%; FTSINEIKmNBE X R BEARE, A
[ RTRINRA G AR KR8 ATV A bol) i €=
HARRER=T70%; (2) 3080 k#3590 K sh kit
FEREAL BRI IT S (3) B A BRI AT CT 1 H #1
M A AL ZEAG A, RJT 24 h 583k MRI; (4) 8
T MRB B G

HEBRARUE . (1) E iR i . K
FRRGAESE ; (2) 0% . A S RErEgins . Mg . T
TIes s . BUResH . MR RGEEWR . 20
WUBESE 5 (3) 8 47 i B i 48 IR YT s (4) Bk .
DKL S T BN Sk A2 2 . AR A
HR AL A B T b T A VR R e AR PR 2 B 2 v AL
e (I HE52021-P2-167-01).
1.3 FHik

JIT A FUAT 35N B0 Kk S 48 R A N e s WS B Rk
GO IRIRGORE, SC R A e bR SOEUTG I
TR, EARER . M. SRR R R
QSR TSl NN 1K= 75 7S s AN =10 =3 [ RN 75 T R N
Bl K ok FE B AL O R o s, B A g sl L W
PR ABERTIAR R . ABERTEF KR SEER
ERAR R ARG 2 KR 5 S (FEE 20
8h), @?ﬁ%ﬁﬁjﬂliﬁ%‘(fastingblond glucose, FBG). k&L
fHL [ P (total cholesterol, TC)., H:H' TyG 48 %{=In
[ 25 18 H i =8 (mg/dL) x 25 I8 1B (mg/dL) /2] o

N B ik 4 SR N B A A B, AR e
Bouthillier £ H 1 N 2 ik 43 Be s, /il N B Al 46
Cl#IB, C27 B, C3MERALE. CA4lganszRL;



76 B BE BE K 222 4

hitps://kyxuebao.kmmu.edu.cn

9% 46 &

FRANB AL . CS IREE . CoMREL, C7 s,
BT 1017 1 R A A I S e A 6 B
PRAR, NS T304 2l Ik S B ARERAE

BEAT CAS H 2 /D L2l P/ R L2
Yy (FEBTHr PEAR100 mg/d+MEHE & 75 mg/d)7 d, Fr
A F AR H R PN i A8 A AT BA BRI AE SRR T
T4 B B KA B 58 1, AR P45 7 JF3R (100 U/kg)
Pt EPD, HLASZZEATHEATHEUY A, B A AR 4
R PN I I O 3 B S AR T (T IR S B
PR A, S8 A AR TG PR SR A e A <
30%. FAAT CAS BETEART . A, RJFHH%
Z A IIREREAL (1),
14 HiHESH

K SPSS 23.0 Seit2g R AF kAT B 4 it
Mo FFE IEAS A0 BT 8 00RO 3050 + brifE 2=
(x+£s)Rn, HWECSRHAMSI AR K50 815 3F
IEZSA AR (LR PEAS /DL M(QT, Q3)Fom; 14K
TRHTRA xR SRAIZ R Logistic M4
PR TN 3l ik S 28 B AR 5 X 8T & ToRE R Sk i
PERG I 2 R 2R 5 ROC HTZPEHY TyG XF 81N
Bl bk SRR 5 BT & X TG bR e A i 45 4
FITIMAE ., UL P<0.05 H2ZESE 555X,

2 #R

2.1 BE—MARMLR =R EISIRLLE
ARG — LG A 183 647 80 N sl ik 2 4 A
REH, FHER(664+£128) %, Tk 1374
(74.9%) . CASJ5 /& 4 CNSIBL 2t 50 ] , non—
CNSIBL 3133 i, 5 non—CNSIBL ZHAHIt, CNSIBL
SR YTy ol b N R E R & A T SR g =
HihM =5, TyG & m(P<0.05), W1,
2.2 %[EZE Logistic 947
S IERE R . ABERT IR . ABERT T

RERZE, DR . ABERT IR . ABE
BFEFsKk . TyG S 28R, DL CAS-CNSIBL A A
AR JE AT Z I &K Logistic BIH ¥, 250K,
TyG j& CAS-CNSIBL [l 57 52 [N 2 [ 7 1E OR =
1.125, 95%CI(1.042~1.214), P<0.001], W32,
2.3 ROC HZ& 4T

TyG il 258 N 50 Jik S 488 AR S5 X5 il % Tt
SRE R ke I 4 i 453 475 5 ROC {26 1 FH (area under
curve, AUC) H0.77[95%CI (0.71 ~0.84), P <
0.001], cut—off {H K 1.93, REE 86.0%, %ist
¥ 63.9%, WK 2.,

3 it

551 By Jik ks A RS A T 508k 2 2 5k o A i A e
FEJFEH Z —, IGT7 AT 2 S i R s A v
BT M S PR AT i e JRUIS: B e o .
Bl SE4E EPD ()2 T, Sish kIR EAARE
Bz N T S B R R, HAR AR
PN RGP R B &SN DWI &
5 Mk AL U0 2 BB Dk S AR B AR S B UL It
RREZ — . KEFIFEHR CAS 5 H BB & JCAE IR
o 20 2 455 0T R e IR L MR s L R Sk
SR AR . N Bl ik S S s ke fa . shk
FERE AL BESL M T S AH OG0 AT 0, IR 530
Bl bk ok A A A 7™ E R S R AH O, TyG EBUR I
fli IR 0 — TS ZE AR, SR H AT T TyG 848
5 CAS J& CNSIBL (58, ASBF 5% DLt 3241,
WF5E TyG #8405 CAS—CNSIBL By AH XM, AHF5Y
LA 183 BT ISk L 48 AR EE, H 50
#1(27.3%) . # N CAS-CNSIBL, 5 FEA: SCHR IR
CAS-CNSIBL &A= AR, CAS J& H 39065 /51
W DWI & {5 5 W fa B R 5 CAS 5 TR iy

1 67 5 BUANITNEIKERREERETIHNEBERIREAR

Fig. 1 A 67-year-old male with severe stenosis in the right internal carotid artery origin (C1) undergoing stenting of the

carotid artery origin
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1 ITHNPRIREANREBEEEL RN EREEE (X +s/M(P25, PT5) In(%)]
Tab.1 Baseline data and laboratory test results of patients undergoing carotid artery stenting [ X + s/M(P25, P75) /n(%)]

" - 4 4

L R st vz p
(%) 65.9+12.7 67.7+13.6 0.683 0.495

Bk 99(74.4) 38(76.0) 0.047 0.828
IR 95(71.4) 37(74.0) 0.120 0.730
Wi PRI L 62(46.6) 32(64.0) 4396 0.036"
1o R IMAE A S 60(45.1) 22(44.0) 0.018 0.893
St 1l P A A o s 25(18.8) 11(22.0) 0.236 0.627
2 AR s 58(43.6) 18(36.0) 0.866 0.352
AR s 61(45.9) 24(48.0) 0.067 0.796
SRR B kR RERE A M N S 22(16.5) 12(24.0) 1.336 0.248
ABEBTIAE R (mmHg) 137.9+£23.1 146.8 £22.2 5.094 0.031
BT 5K e (mmHg) 85.4+15.3 88.6 + 16.4 3.741 0.049°
AP HFNIHSS P43 42, 7] 4[2, 8] 0.496 0.506
Hlket-PAIAYT 27(20.3) 10(20.0) 0.002 0.964
F0PN 3 ik i B 78(58.6) 32(64.0) 0.434 0.510
A5 25 N B ik 65(48.9) 23(46.0) 0.120 0.729
FEIR 2 87(65.4) 34(68.0) 0.109 0.742
23 1 1B (mmol/L ) 4.94[4.29-8.11] 6.81[5.29-9.01] 3.734 0.068
Hil =Ms (mmol/L) 1.20[0.57-2.21] 1.94[1.14-3.06] 8.864 0.004"

TyG 1.1100.36-2.23]

1.87[1.06-2.44] 12.241 0.001"

1. CAS: #N Bk S48 E A AR CNSIBL: Xl & JCAEIR B I K45 473; NTHSS: 36 [ [ 37 DA R Be s i 25 rt-PA.

A LUNLF I B IRN 7); TyG: H I =- iHE EL "P < 0.05.
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Tab.2 Multivariate analysis for the association between
TyG and CAS-CNSIBL
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- - wald P Exp(B) ————
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W 10.126 0.001° 0.017
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Fig.2 ROC curve of TyG predicting contralateral new

silent ischemic brain lesions after carotid artery

stenting
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