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The association of Cyclophilin A , cerebral infraction related blood indexes and carotid plaque’ s formation a?ld sta
bility as well as cerebral infarction ZHAO Yueshan,GUO Ruoyi,GU Tianshu et al. ( Department of Neurology ,the sec-
ond hospital of Hebei Medical University ,Hebei provincial key laboratory of Neurology ,Hebei 050000, China )

Abstract: Objective To explore the association of Cyclophilin A, cerebral related blood indexes and carotid
plaque’ s formation and stability as well as cerebral infarction. Methods From December 2017 to December 2018 ,56 pa-
tients with acute cerebral infarction were admitted to cerebral infarction group; 72 patients with carotid atherosclerotic
plaques but no acute cerebral infraction were regarded as plaque group ;40 healthy human who neither suffered from cerebral
infarction nor carotid atherosclerotic plaques were divided into non-plague group; The degree of plaque stability in each
group was expressed by plaque score. The higher the plaque score,the more unstable the plaque was;The content of CypA
were determined by enzyme-linked immunosorbent assay,and the common blood indexes data were collected from the text
results of medical records;Carotid artery plaque was detected by carotid artery ultrasound,and the plaque score was deter-
mined according to the morphology of carotid artery plaque in ultrasound. Results There were statistically significant
differences in CyPA levels between the non-plague group and the non-cerebral infraction group. (P <0.05). CyPA level
was regarded as a risk factor for the development of carotid atherosclerosis plagues( OR =1.002,95% CI 0.824 ~1.219).
There was no statistical significance between CyPA levels and carotid artery plaque score ( the stability of carotid atheroscle-
rotic plaque) in cerebral infarction and non-cerebral infraction group. (P >0.05). There was an significant difference in
carotid atherosclerotic plaque score between the cerebral infarction group and plaque group. (P <0.05). In cerebral in-
fraction group,the content of fibrinogen and glycosylated hemoglobin were positively correlated with carotid atherosclerotic
plaque score and the hemoglobin was negatively correlated with the carotid atherosclerotic plaque score, and these differ-

ences were statistically significant. (P < 0.05). Ordinal
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cant. (P <0.05). Ordinal logistic regression showed that high-density lipoprotein level was regarded as a protective factor
for the development of carotid atherosclerosis plagues( OR =0.052,95% CI 1.237 ~1.364). Conclusion The serum con-
tent of CyPA was a risk factor for the formation of carotid atherosclerosis plaque,but it was not related to the stability of the
plaques. The degree of plaque instability in patients with acute cerebral infarction was significantly increased compared with
the patients without cerebral infarction. For patients with acute cerebral infarction,the contents of fibrinogen and glycosylat-
ed hemoglobin were negatively correlated with the stability of carotid atherosclerotic plaques, hemoglobin content was posi-
tively correlated with the stability of carotid atherosclerotic plaques. Fibrinogen level was regarded as a risk factor for the
development of carotid atherosclerosis plagues. Hemoglobin level was regarded as a protective factor for the development of
carotid atherosclerosis plagues. For patients without acute cerebral infraction,the content of high-density lipoprotein was

positively correlated with the stability of carotid atherosclerotic plaques and was regarded as a protective factor for the devel-

opment of carotid atherosclerosis plagues.
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A () 60.00 +12.64 59.95 £9.15 56.31 £10.83 0.174 1.769
IR 38(67.9) 22(30.6) 10(25) 0.001 24.170
RS 17(30.4) 6(8.3) 5(12.5) 0.002 12.015
SO 6(10.7) 5(6.9) 1(2.5) 0.282 2.531

15 4 11(19.6) 5(6.9) 1(2.5) 0.001 18.029
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%2 HHRASEBIRA CyPA 5% MAIEHRMIELE (v 2 5)

WH BEHA (n=72) TCBEHL (n =40) P1H it (Z)
CyPA(ng/ml) 8.10 £2.23 7.02 £1.89 0.012 -0.524
ML (g/L) 151.10 £12.12 146.69 +12.49 0.101 -1.638
/MR (10°/1) 234.13 +55.32 229.13 +57.47 0.742 -0.329
F140 (10° /L) 6.20 +1.35 6.98 +6.47 0.626 -0.487
JSUIE [ % ( mmol/L) 5.68 +1.59 5.43 +1.07 0. 654 -0.448
H- i =% ( mmol/L.) 1.88 +1.39 1.77 +1.35 0.391 -0.857
LDL( mmol/L) 3.49 +0.78 3.42%0.74 0.685 -0.406
HDL( mmol/L) 1.29 £0.26 1.31 +£0.31 0.910 -0.113
IS a(g/L) 1.48 +0.13 2.75+2.03 0.107 -1.610
WIEEH b(g/L) 1.04 £0.20 1.43 +0.38 0.085 -1.722

WP 22 R A G2 L P <0.05

%3 AR ASBHRAF KBS LB (v £ 5)

E| KPR (n=72) HRiAESELH (n =56) Py it (2)

BEYP Sy 0.95£1.32 2.94 +3.63 0.005 -2.790

T A W 22 A gei R X P <0.05

x4 NIEIEAENFBBRBIRITSY 5 CyPA RAE X MR IEHR LB

WiH A SELH B (n = 56) PH AHICZRE(r)
CyPA(ng/ml) 12.76 £2.09 0.667 0.06
ML (g/L) 139.30 +18.95 0.033 -0.289
MM/ (10°/1) 217.25 +63.58 0.916 -0.015
28 (10° /1) 7.11 £2.55 0.710 0.053
A [ % ( mmol/L) 4.34£1.10 0.975 0.004
H i =5 (mmol/L) 1.48 £0.78 0.79 0.037
LDL( mmol/L) 2.80 +1.06 0.846 0.027
HDL( mmol/L) 1.13 +0.31 0. 844 -0.028
HISHE M a(g/L) 1.11 £0.23 0.540 -0.086
#IEHE M b(g/L) 0.94 +0.32 0.447 0.018
HCY ( pmmol/L) 17.96 £11.53 0.997 -0.001
WAL AT & 1 (% ) 6.66 +1.80 0.019 0.359
2147 14 5 ( mmol/L) 3.21 +0.69 0.041 0.296

IE P M 22 A et X P <0.05

RS BIREANFEBERITS S CyPA RIEXMiKIEHRILE

i H BEHL I (n =56) PE FHOC R AL (r)
CyPA(ng/ml) 8.10 £2.23 0.315 0.122
M£LEH (/L) 151.10 £12.12 0.400 -0.103
/MR (10° /1) 234.13 +55.32 0.060 0.230
F 4 (10° /1) 6.20+1.35 0.412 0.100
JE [ B ( mmol /L) 5.68 +1.59 0.120 -0.191
H i =& (mmol/L) 1.88 +1.39 0.143 0.179
LDL( mmol/L) 3.49 £0.78 0.202 0.157
HDL( mmol/L) 1.29 £0.26 0.014 -0.300
HIEHE M a(g/L) 1.48 +0.13 0.843 0.072
#HISHE A b(g/L) 1.04 £0.20 0.914 0.039

TE gL 22 5 geit 238 L P <0.05
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