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[Abstract] This paper aims to investigate the relationship between serum high-sensitivity C-reactive
protein (hs-CRP) level and modified TOAST classification as well as OCSP subtypes in patients with acute
ischemic stroke. Serum hs-CRP was measured in 240 patients with acute ischemic stroke and 120 normal
controls. All patients were classified according to modified TOAST classification and OCSP criteria. Serum
hs-CRP levels in acute ischemic stroke group were significantly higher than those in normal control group
[(13.68 = 6.92) mg/L vs (3.98 £ 0.76) mg/L; ¢t = 6.922, P = 0.002]. Among modified TOAST subtypes, the
highest serum hs - CRP level was in cardioembolism (CE) group [(16.82 + 6.16) mg/L], followed by
arterothrombosis (AT) group [(15.17 + 5.68) mg/L], stroke of undetermined etiology (SUD) group [(10.06 +
3.89) mg/L] and small artery disease (SAD) group [(9.86 + 3.75) mg/L, P =0.027]. Among OCSP subtypes,
the highest serum hs-CRP level was in total anterior circulation infarct (TACI) group [(17.02 + 6.98) mg/L],
followed by posterior circulation infarct (POCI) group [(15.91 + 7.12) mg/L], partial anterior circulation
infarct (PACI) group [(12.83 +4.95) mg/L] and lacunar infarct (LACI) group [(10.61 +5.73) mg/L, P =0.005].
Serum hs - CRP levels are various in different modified TOAST and OCSP subtypes, which may reflect
etiological and pathophysiological diversity of acute ischemic stroke, guide clinical treatment and help to
predict prognosis.
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1 Sl PEA A5 IR X B Z 0 T hs-CRP %
KK A (R £ 5, mg/L)

Table 1. Comparison of serum hs-CRP between ischemic
stroke group and control group (x +s, mg/L)
Group N hs-CRP t value P value
Control 120 3.98+£0.76
6.922 0.002
Ischemic stroke 240 13.68 +6.92

hs-CRP, high-sensitivity C-reactive protein , 8 #{ C- & [ 2& [

3 MR TOAST 53 45 W (B I 37 hs-CRP 3K K-
M L3 (x + 5, mg/L.)

Table 3. The ANOVA for hs - CRP of patients with
different modified TOAST subtypes (v +s, mg/L)

Subtype N hs-CRP Fvalue P value
AT (1) 85 15.71 +5.68
SAD (2) 74 9.86+3.75
CE (3) 50 16.82+6.16 3.790 0.027
SUD (4) 25 10.06 +3.89
SOD* 6 11.21 +4.96

*The sample of SOD was too small to make a statistical analysiso
hs-CRP, high-sensitivity C-reactive protein, it f{ C-JZ N 2 [1; AT,
atherothrombosis, 3l ik 55 #£ 5 4k 1l #2 & B ; SAD, small artery
disease, /)N 8l ik % 45 ; CE, cardioembolism, 0> I8 1 ¥ %€ 5 SUD,
stroke of undetermined etiology, A5 B 9% A ; SOD, stroke of other
determined etiology , H:fih B 975 [

R2  BUE TOAST 73R4 WAL H — VTR H AR
Table 2. Comparison of general data among patients with
different modified TOAST subtypes

Sex case (%)

. Age
Subiype N Male Female (Ets,gyear)
AT 85 53 (62.35) 32 (37.65) 63.78+ 6.97
SAD 74 55 (74.32) 19 (25.68) 62.76 + 6.38
CE 50 32 (64.00) 18 (36.00) 66.26+ 8.12
SUD 25 16 (64.00) 9 (36.00) 61.38 +10.02
SOD 6 4 (66.67) 2 (33.33) 51.39+ 7.38
X’ or F value 2.966 1.728

P value 0.705 0.630

AT, atherothrombosis , 2l ik 55 £ 8% 4k, 1fil 1 J& Ji ; SAD , small artery
disease, /)N 8l ik 9% 25 ; CE, cardioembolism, 0> J& ¥ ¥ %€ ; SUD,
stroke of undetermined etiology, A5 B 9% A ; SOD, stroke of other
determined etiology , H Al B # 975 5

£4 UE TOAST 4> R4 W B 34 I3 hs-CRP ik /K F
P9 79 T L 458

Table 4. Paired comparison among different modified
TOAST subtypes
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Paired comparison q value P value
(1:(2) 4.578 0.016
(1:3) 12.050 0.023
(1) (4) 9.406 0.001
@):03) 13.043 0.038
@): 4 6.925 0.033
3): 4 8.082 0.010
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Table 5. Comparison of general data among patients with
different OCSP subtypes

Sex case (%)

. Age
Subtype N Male Female (Ets,gyear)
TACI 43 25 (58.14) 18 (41.86) 69.38+ 4.18
PACI 63 39 (61.90) 24 (38.10) 66.76 + 5.73
LACI 105 76 (72.38) 29 (27.62) 61.98 +10.06
POCI 29 20 (68.97) 9 (31.03) 60.58 + 7.82
X’ or F value 3.662 1.966

P value 0.300 0.528

TACI, total anterior circulation infarct, 5¢ 4> i 1 ¥ #5 %€ ; PACI,
partial anterior circulation infarct, ¥ 43 Hi ff ¥ £ 38 ; LACI,
lacunar infarct, Jf& B % 4 3 ; POCI, posterior circulation infarct, 7
A6 ER A SE

F6 OCSP 4y B4 A fE A4 I 7% hs-CRP 335 /K F- 19 He
(% +5,mg/L)

Table 6. The ANOVA for hs - CRP of patients with
different OCSP subtypes (x s, mg/L)

Subtype N hs-CRP F value P value
TACI (1) 43 17.02 +6.98
PACI (2) 63 12.83£4.95

10.014 0.005
LACI (3) 105 10.61+5.73
POCI (4) 29 1591+7.12

hs-CRP, high-sensitivity C-reactive protein, # f C- & IV & [1 ;
TACI, total anterior circulation infarct, 5¢ 4= B 1§ 3 #f 3% ; PACI,
partial anterior circulation infarct, ¥ 43 H #§ ¥ #f 5€ ; LACI,
lacunar infarct, & B2 P #E ; POCI, posterior circulation infarct, J5
TR AT HE

R7 OCSP 7 BI& A & (L7 hs-CRP 3R ik
W He

K1)

Table 7. Paired comparison among different OCSP
subtypes
Paired comparison 7 vl 2 vl

1)) 6.318 0.029
(1) (3) 11.176 0.005
(1) (4) 8.373 0.016
2):03) 9.162 0.031
2): @) 11.765 0.008
3):4) 8.796 0.017
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Hr 3E 3zt BR & AR ()

Becker BILE IR AN KR Becker muscular dystrophy(BMD)

Duchenne B L& F7 A |
Duchenne muscular dystrophy(DMD)
007 200 6 66 B 43 -1
vascular cell adhesion molecule-1(VCAM-1)

R T g I SR 8 — A Y TR W TR
nicotinamide adenine dinucleotide phosphate(NADPH)

ML ESENLIL T ocular myasthenia gravis(OMG)
A A i T 2 B2 MR 2 1

oxidized low-density lipoprotein(ox-LDL)
JBE A3t - 43 AR lumboperitoneal shunt(LPS)
— AL A AT nitric oxide synthase(NOS)
— AR R R AR A R

delayed encephalopathy after acute carbon monoxide

poisoning( DEACMP)
BHPIPITE £F8  graft-versus-host disease(GVHD)
L WM TR ethylenediaminetetraacetic acid(EDTA)
CBEMALZ & acetylcholine receptor( AChR)
N-L PR %Z %R N-acetyl-aspartate(NAA)
8-S HIFI MR 2 F2a  8-iso-prostaglandin F2a(8-iso-PGF2a)
W[k RE -2, 3- XU %AW indoleamine-2, 3-dioxygenase(IDO)
B ] 2 HERR A X A Hh 3 H

Oxfordshire Community Stroke Project(OCSP)

- N

ERAZEET A induced pluripotent stem cells(iPSCs)
A — SRS inducible nitric oxide synthase(iNOS)
@%%ﬁ?%i"ﬁx progestrone receptor(PR)

BEIAZICHE  motor neuron disease( MND)

e BB SN R limb-girdle muscular dystrophy (LGMD)

JOi 13 0 7 5+ 4 i
adipose tissue-derived stem cells(ADSCs)

Barthel #§ %4  Barthel Index(BI)

IhIE B F - tumor necrosis factor-a( TNF-a)
HAENLTE )
TAENLIC SIfES. myasthenia gravis crisis(MGC)

FEALMEEEY
major histocompatibility complex(MHC)

HALERK N transforming growth factor(TGF)

H S GZE A 498 autoimmune optic neuropathy (AON)
A SRR R autoimmune pancreatitis( AIP)

G 1] iR BT P G

longitudinally extensive transverse myelitis( LETM)

HAZ WHF ST
tissue polypeptide specific antigen(TPSA)

BT IEML T best corrected visual acuity(BCVA)

myasthenia gravis(MG)



