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Correlation of High Sensitivity C-reactive Protein and
Fibrinogen with Carotid Artery Arteriosclerosis of Patients
with Cerebral Infarction
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[ Abstract] Objective The purpose of this study was to investigate the correlation of high sensitivity C—reactive
protein (hsCRP) and fibrinogen with carotid artery arteriosclerosis of patients with cerebral infarction. Methods
One hundred and thirteen patients with cerebral infarction were assigned as study group, and 102 healthy persons as
control group. The levels of serum hsCRP and Fib in the two groups were measured. The carotid artery arteriosclerosis
and carotid intimal-medial thickness (IMT) were examined by color Doppler and B—ultrasound. Results The
value of IMT between study group and control group was statistically significant. The positive rates of carotid artery
arteriosclerosis plaque and vulnerable plaque in study group were significantly higher than those in control group (all
P<0.05) . The level of serum hsCRP was significantly higher in study group than that of control (P<0.05) . The
level of serum Fib between study group and control group was not statistically significant (P>0.05) . Conclusion
The level of hsCRP was closely related to the degree of carotid artery arteriosclerosis and the occurrence and
development of cerebral infarction. But the level of Fib was not closely related to the degree of carotid artery
arteriosclerosis.
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Tab. 1 Comparison of the IMT and positive rate of carotid artery arteriosclerosis plaque and vulnerable plaque

between the two groups (X +5)

45 n IMT(mm) — BEHR HFIEC BEH 2 (%) BEHLRE () PRI

ATEE BEHL(A /%) FREBEH(A™ /%)
WHoEd 113 1.21+0.21° 89 78" 213" 138(64.8)" 75(35.2)
XHREZH 102 0.62+0.18 17 16.7 59 14(23.7) 45(76.3)

5XTHEA L, "P<0.05.

%2 24AIM% hs-CPR. Fib 7kFLbEE (x+s)
Tab. 2 Comparison of the levels of hs—CRP and Fib between the two groups (X+s)

ATl n I3 hs—CPR(mg/L) I3 Fib(g/L)
sl 113 12.1+2.39" 3.01 £0.23
pOpEESE] 102 453+ 1.63 2.71 +0.62

54 L, “P<0.05.
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