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The factors associated with early neurological deterioration and the distribution of
cerebral artery stenosis in acute ischemic stroke patients with intravenous thromboly-
sis
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[ ABSTRACT] Aim  To explore the risk factors of early neurological deterioration (END) after intravenous thromboly-
sis and the distribution of cerebral artery stenosis on anterior-posterior circulation. Methods 230 acute ischemic stroke
(AIS) patients treated with intravenous alteplase were retrospectively analyzed. The patients were divided into END group
and non-END group, which were assessed by National Institute of Health Stroke Scale (NTHSS) with criteria of whether neu-
rological deterioration were =4 points from baseline or leading to death at 24 hours after therapy. Risk factors of END were
analyzed using multivariate Logistic regression model. And the distributions of clinically relevant arteriostenosis were studied
on anterior-posterior circulation systems. Results Multivariate Logistic regression analysis showed that END was associ-
ated with age, baseline NIHSS score and moderate-severe stenosis of clinically relevant artery. The incidence of intracranial
and extracranial artery stenosis in END group was significantly increased than non-END group on anterior circulation AIS (P<
0.05) , but no significant distribution difference of cerebral artery stenosis was observed between END group and non-END
group on posterior circulation systems AIS. Conclusions Age, baseline NIHSS score, moderate-severe stenosis of rele-
vant artery are risk factors of END in AIS patients treated after intravenous thrombolysis with alteplase. Intracranial or ex-

tracranial artery stenosis could help to predict END in AIS patients on anterior circulation system.
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Table 1. Clinical baseline data of study subjects

falh fff;ﬂ) 4('21“15;)& VX P
BHEHI(%) ] 34(65.4) 123(69.1)  0.257 0.612
R (%) 66.45+13.12 57.67+10.86 5.444 0.000
BIE[B(%)]  23(44.2)  63(35.4)  1.343 0.247
BERIG[ B (%) ] 14(26.9) 42(23.65) 0.242 0.623
LB H(%)] 10(19.2)  16(9.0)  4.210 0.040
MGZEs [ Hl(%) ]  11(21.1)  23(16.9)  0.508 0.476
AR B (%) ] 12(23.1)  42(23.6) 0.006 0.938
P B(%) ] 7(13.5) 37(20.9)  1.434 0.231
NIHSS ##43(48)  8(5,11) 5(3,8) 3.275 0.020
LDLC(mmol/L)  2.39£0.78 2.38+0.37  0.037 0.971
FIB( mg/dL) 2.53£0.91 2.35:£0.47 1.430 0.158
D-Dimer(mg/L)  2.64+4.51 0.94x1.62 2.68 0.010
HbAlc(%) 6.51£1.52  6.09+1.25 2.021 0.044
Hey ( umol/L) 15.87+8.02 16.78+11.24 —0.540 0.590
ig?}zﬂﬂg?ﬂ]ﬁrg 41(78.8) 101(56.7)  8.324 0.004
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b B A K (P<0.05,% 2) .

% 2. ZEAZE Logistic (AN AR E R RHAHERX
E
Table 2. Related factors of END after intravenous thrombol-

ysis

A B Wald OR(95%CI) P
RIS -0.085 19.227 0.919(0.885~0.954) 0.000
NIHSS ¥4y -0.104  5.677 0.901(0.827~0.982) 0.017
i 35 E A -1.012  3.777 0.364(0.131~1.009) 0.052
D-Dimer -0.113  1.899 0.893(0.761~1.049) 0.168
HbAlc -0.195 2.254 0.823(0.638~1.061) 0.133
ggﬁgﬁlll -1.976 17.916 0.139(0.056~0.346) 0.000
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Table 3. Distribution of cerebral artery stenosis between
END group and non-END group on anterior circulation
(cases( %))

| n Fi5i N Bl ik Fssh sl ik
END 41 38 22(57.9)" 7(18.4)"
JF END 4 127 50(39.4) 9(7.1)

a fJ P<0.05,539F END 41t ,
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Table 4. Distribution of cerebral artery stenosis between

END group and non-END group on posterior circulation

(cases( %))
| n Fii 3 B fik fBAk B fik
END £ 14 4(28.6) 8(57.1)
4k END 41 51 26(51.0) 16(31.4)
i @

2 PEBR P ik 2R P (acute ischemic stroke, AIS)
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