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Abstract Objective: Patients with internal carotid artery occlusion (ICAO) were followed up for 5 years to
observe prognosis and analyze patient risk factors. Methods: We collected the clinical data of 71 patients diag-
nosed with ICAQ. Patients received telephone follow-up for 5 years. According to the Modified Rankin Scale
(mRS), patients were divided into the good prognosis group (mRS<?2) and poor prognosis group (mRS=>2).
Analysis was performed to evaluate the association between certain biomarkers and prognosis. Results: There
were 48 cases (67.60%) in the good prognosis group and 23 cases (32.29%) in the poor prognosis group after the
S-year follow-up. Patients who adhered to oral antiplatelet drugs (aspirin/clopidogrel) and oral statin had a better
prognosis, while patients with atrial fibrillation, prior stroke history, high homocysteine (HCY), and high choles-
terol (TC) had a poorer prognosis, with statistical differences between the two groups (P<0.05). Logistic regres-
sion analysis showed that oral antiplatelet drugs (aspirin/clopidogrel), atrial fibrillation, and HCY and TC levels
were correlated with prognosis in ICAO patients (P<0.05). Conclusion: The overall prognosis of ICAO pa-
tients at 5 years was good. ICAO patients who adhered to oral antiplatelet drugs (aspirin/clopidogrel) had a bet-
ter prognosis, while those with atrial fibrillation, high HCY, and high TC had a poorer prognosis.

Key words artery occlusion diseases; risk factors; prognosis; modified Rankin Scale
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L A1 A A E 0 E ) ¢ 140 B (white blood cell, WBC)
T % . 1/ B2 (platelet, PLT) 31 4% . 1. 7T (erythrocyte
sedimentation rate, ESR) . & N # 4 Wi (alanine
A BB H (aspartate
transaminase, AST) . [14& [ (albumin, ALB) . IfiL7& LT
(creatinine, Cr) . Ifil. /X 2 % (blood urea nitrogen, BUN) |
JRIZ (uric acid, UA) | = JH [# i (total cholesterol, TC) |
H il = BE (triglyceride, TG) . & % & g £ H
(high-density lipoprotein, HDL) | fIX % & g & H
(low-density lipoprotein, LDL) | %5 i€ Ifil #¥ (fasting
plasma glucose, FPG) . # # /& C- & W &
(high-sensitivity C-reactive protein, hs-CRP) .D- 5 {k
& & (D-dimer, D-D) £ 4 £ H )i (fibrinogen , Fbg) . Ifil.
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K5 26 FFPE TR EORE A (o) FEi , 75 U LA RS2 450FT
DY 4357 [B] B [ML(Pas, Prs) | 28 7 5 AL 18] HE AR of 30 sl Bk
FIRE 56 5 THECTORE LR R, A1) FL R R 56 5 9
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AHFFEAN A ICAO 5 5] 86 5] , B 7 If [] 5 4F . 2%
Vi 1501, e A 71 5], 3447 1% (67.2+10.3) % 5
BET 1040, BET- 3% 4 14.08% (10/71) o AR Fiti 15 ) %)
mRS W56 B 43 0 15 R 4F2H (mRS<2 43) 48 14
(67.60% ) A5 A B 4H (mRS>273)23 41(32.29%) .
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2 21 (1 48 7 45 B (ESR . h-CRP) , Ifi. # KL (WBC .
PLT), Bt Il DI RE (Fbg .D-D) , i ' UiHE (ALT \AST . Cr,
BUN), Ifi.J}§ (TG .LDL-C HDL-C) , 4 fk.(FPG . ALB,

£ UG RIS TUGA RALE R IR HA (ots) 881 (%) 5 M(Pas, Prs)]

25 1%k AR % R FRAL /MR 259 F AT WS A 2 g
T RAF4 48 67.3+10.6 37/11 46 (95.8) 42(87.5) 34(70.8) 34(70.8)
RN 23 67.0£9.7 19/4 17(73.9) 14(60.9) 16(69.6) 16(69.6)
/21l 0.087 0.050 5.441 5.116 0.012 0.012
P 0.931 0.823 0.020" 0.024" 0.913 0.913
215 {R LR fR IR WEPRIp [ i SR REAEZE s Essen T4y
T RAr4 23(47.9) 30(62.5) 13(27.1) 3(6.3) 15(31.3) 13(27.1) 3(2, 4)
A A R4 12(52.2) 17(73.9) 9(39.1) 6(26.1) 7(30.4) 12(52.2) 3(2, 4)
/21l 0.113 0.905 1.055 3.881 0.005 4.291 —0.930
P 0.737 0.341 0.304 0.049" 0.945 0.038" 0.352
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TC IMAER ICAO BE TS AR, WK 3.
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X153 il ICAO & AT Rl s, Horb BB 113 4, Lok
40191, X4 67.4 % F-XIBE I R] 354 H |, 69% il
J& K4 (mRS<2 43 )Y, AHF5E b ICAO & % 5 1%
78.87%, L1 21.13%, B4tk 3.73:1, FI4F#4 (69.27+
9.97) %, 67.6% T R 4f , 5 E SMIF 5% H A AH 7704,
ICAO & B2 T4k, 5 5 B W R L 43l
%, VUK IE/KF-(TC .LDL) & A % (P<<0.05)

2012 4 4 [ 0 A 245 R S 7R, v B RN IR S
SR O R 1K 40.40% , 55 2002 AF SRR FTE. LA
LDL-C 8% TC FF = A4 s A L 5755 2 Mo A v B 22 1)
faf % . TC.TG.LDL-C Fl-F HDL-C J2& 55 5l ik S e
TE Wk 7 Al B 3R, DU 2 BT AT
7, TC 7K B i 5 ICAO Hdg 25 () TS 7K A7 AE
— 3 [ A |, Rankin PE43 2 78 TC /K -3 4 U A
K.

HCY & —Fh & m , h s A f v &
BLep R, & HCY IUAE 7] B8 2246 v 1) 1 37 B [
R, FESERNMIRAGELE R BB Z A, WA EE

2 TUE REFHSTUS A RA TR L (o) B M(P2s,Prs)]

21 ik ESR/(mm/h)  hs-CRP/(mg/dL) WBC/(x10°/L)  PLT/(x10°L)  Fbg/(g/L)  D-D/(mg/L)
T RAr4 48 11(8, 25) 3.7(1.0, 10.0) 6.8(6.1, 8.1) 201.84+37.7 33408  0.2(0.1, 1.0)
RN 23 17(11, 27) 8.3(0.9, 11.6) 7.9(6.3,9.8) 222.2+42.0 3.740.9 0.4(0.1, 1.6)
VALE) —1.209 —0.468 —0.676 —1.36 —1.862 —0.347
Pil 0.227 0.64 0.519 0.184 0.068 0.732
205 HCY/(umol/L) TG/(mmol/L) TC/(mmol/L)  LDL-C/(mmol/L) HDL-C/(mmol/L) FPG/(mmol/L)
TiE R 15.6(12.1, 21.8) 1.4(1.1,2.0) 4.4(3.6,5.1) 2.6+0.7 0.9+0.2 5.3(5.1,6.5)
lIEENEE 19.7(15.6, 29.0) 1.4(1.0, 1.8) 5.2(3.9,6.2) 2.9+0.8 1.0+0.4 5.3(4.8,8.3)
VALE) —2.243 —0.723 —2.034 —1.655 —0.855 —0.061
P 0.025" 0.470 0.042% 0.103 0.400 0.951
EaEpill| ALT/(U/L) AST/(U/L) ALB/(g/L) Cr/(umol/L) BUN/(mmol/L) UA/(umol/L)
T RAF4 17.5(13.0,29.3)  19.0(16.0, 24.0) 38.9+2.8 85.0(73.8, 96.5) 4.6(3.9,5.9) 306.2+85.6
SIEEN R 13.5(10.3,21.0)  18.0(15.0, 24.0) 37.443.6 81.5(71.8, 90.8) 4.7(3.7,5.3) 284.3+81.3
VALE) —1.771 —0.872 1.794 —0.768 —0.023 0.949
P1H 0.076 0.383 0.078 0.442 0.982 0.346

5T B A s, Y P<0.05

3 UG RAFS BUR A R Z R B 504

faks N B S.E. Wald P OR(95% CI)
FIRBL UL MR 254 —2.015 0.957 4.433 0.0357 0.02 ~ 0.87
G 2.022 0.92 4.826 0.028" 1.244 ~ 45.887
HCY 0.092 0.032 8.101 0.004" 1.029 ~ 1.168
TC 0.698 0.289 5.835 0.016" 1.141 ~ 3.540
Constant —4.552 1.946 5.473 0.019

7 :YP<0.05
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B 5 e - T LA LAY 1G9 | 98 IR 1R A3 o 4R
ARV, DT 38 o A 2 e A U 02 3R R A A A rh
fe & 2 AT T 22 i PR A 9 ok G I R HCY I
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JKPBY ICAO fE A W T e A 4 2% .

o B R B DL AR O R 22— BN
DAER 2R o E B B R EEh 1.8% , 7E B YRR Lotk
o, B B RO R0 BN 45 ~ 54 % AR A4 0.8% Al
0.6% b T13]75 % DL FAERS ALY 5.4% 149%™ A7 BF
SN, DB A U A S AN FEREZ AR DET
AREBE T, SR RA B S E A L, AR 8k b B
AR el dd B i I %A (transient ischemic attack,
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W% . GARFIELD-AF [T 5% & 30 57 i i b ik
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PR, A B B S A 2 v sl i) B8 5 () 2 v S AR
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(B ] DT AR/ 37 4 ) Xo) 13 By 24 v A TR A Hh i AL
B A F AR o R AR (PR L 1 e 7 975 il 2 v (Stroke
Prevention by Aggressive Reduction in Cholesterol
Levels, SPARCL) fff 75 & 32 4 Hy (b M — &1 % 00 IR
P R 0P 2 Hp il TIA 2 T 1) B AL XS RE 6, JHE
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2 0/ N B2 DIIRe , et i I B PR, DT 3K 1) SiE 9%
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