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[ ABSTRACT ] Aim By examining the level of CD45 protein expression in coronary atherosclerotic lesions, and to
analyze the relationship between CD45 and lesions structure changes and explore the role of CD45 in the development of
coronary atherosclerotic lesions in humans. Methods Specimens of coronary arteries were obtained from Forensic Judi-
cial Expertise Center, Guizhou Medcial University with coronary atherosclerosis. The coronary arteries were classified into
three groups according to the lesions: control, atherosclerosis, atherosclerosis and secondary lesion. Routine HE staining
of paraffin sections was performed to observe the histological structure of coronary artery in the three groups. The expres-
sion level of CD45 protein was detected by immunohistochemical staining, Western blot and Real-time PCR.  The relation-
ship between the expression of CD45 and the structural changes of atherosclerotic lesions were analyzed. Results (1)
Compared with the control group, the thickness of the fibrous cap in the coronary arterial plaque with atherosclerosis and
secondary lesions became thinner, and the thickness of the lesion, the thickness of the necrosis lesion, and the lumen area

of the vessel increased (P<0.05). (2)There was a statistically significant difference in the expression of CD45 protein
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between vascular tissues.

(3) There was a statistically significant difference in the expression of CD45 between the control

group, the atherosclerosis group and the secondary lesions, and it was mainly expressed in the all leukocytes of the plaques

shoulder and bottom.

groups.

(5) CDA45 expression was related to lesion structure changes.

(4) There was a statistically significant difference in the expression of CD45 mRNA between three

Conclusion The level of CD45 expression re-

flects the extent of inflammation in human coronary atherosclerotic plaque, and the extent of inflammation within the lesion

can affect the structure of the lesion.
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Figure 1. Microscopic changes in the vascular structure of coronary artery (HE staining)
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Table 1. Comparison of morphological index of coronary artery lesions in different groups

4y 4 Xt HRZH (n=28) Mgl As 4 (n=35)  As HAERITALH (n=38) F 14 P

PR (mm) 1.58+0.74 6.03+1.16* 10.00+2.40" 64.89 <0.05
WHLAE)EE (mm) 0.00+0.00 1.23+1.03" 4.04+1.38" 41.38 <0.05
A2 0E S E (mm) 0.00+0.00 3.07+0.79* 0.82+0.28" 191.65 <0.05
I T R 450 (% ) 13.49+0.06 51.32+0.13" 80.95+0.10" 86.05 <0.05

a h P<0.05, 5%F B4 L4 ;b S P<0.05, 5 Ea4l As 2H LU
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Figure 2. CD45 expression in the vascular tissue of coronary artery
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Figure 3. Expression of CD45 protein in coronary atherosclerotic lesions (THC)
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Table 2. Correlative analysis of CD45 expression level and

lesion structure parameters
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Figure 4. Expression of CD45 mRNA in coronary athero-
sclerotic atherosclerosis
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Figure 5. Line diagram of the relationship between CD45 expression and lesion structure
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