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mRNA Expression of MCP-1 and Its Receptor CCR2 in Renal Transplant Recipients
with Hyperlipidemia and Influence by Simvastatin Treatment
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Abstract: [ Objective] To investigate the mRNA expression of MCP-1 and CCR2 in peripheral blood monocyte
cells of renal transplant recipients and the influence by Simvastatin treatment.  [Methods] Sixty recipients were
selected from 167 renal transplant recipients, and were divided into two groups. Patients in Group A were without
hyperlipidemia (n=30) and group B were with hyperlipidemia (n=30). Control group consists of 30 healthy volunteers.
The patients in group B were treated with Simvastatin for 3 months. The mRNA expressions of MCP-1 and CCR2
were detected with RT-PCR.  [Results] The mRNA expressions of MCP-1 and CCR2 in post transplant recipients
were significantly higher compared to normal controls, which were more evident in group B than those in group A.
Serum lipid levels in the patients of group B decreased significanily after Simvastatin treatment. Meanwhile, the
mRNA expression of MCP~1 and CCR2 reduced significantly at the 1.5* month of Simvastatin treatment, and reduced
to a evidence even significantly lower than those in group A at the 3* month.[Conclusions] It is suggested that up—
regulated expression of MCP-1 and CCR2Z mRNA may be involved in the pathogenesis of CAN and CVD in renal
transplant recipients with hyperlipidemia. Simvastatin might be used to reduce the mRNA expressions of MCP-1 and
CCR2 in renal recipients with hyperlipidemia.
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Table 1 The mRNA expression of MCP-1 and its receptor
CCR2 in all renal transplant recipients before and after

transplantation
Group MCP-1(MCP-1/B-actin) CCR2(CCR2/B-actin)
Controls 1.25+1.84 1.50+2.60
A
Before transplantation ~ 5.35+2.98" 6.41£3.24Y
After transplantation 5.49£3.07" 6.27+3.17V
B
Before transplantation ~ 2.19+1.69 "% 3.09£2.3712
After transplantation 397423729 4.23+1.720.2%

One way ANOVA test was performed, F=5.2, P< 0.01;1)
Compared with controls, P< 0.01; 2) Compared before transplantation,
P< 0.01; 3)Compared with Group A after transplantation, P< 0.05
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Table 2 Serum lipid levels before and after simvastatin
treatment in the recipients of group B (mmol/L)
TC TG HDLC LDLC

Before treatment 7.30+1.89  3.60£1.52 1.38+0.59 3.0+1.41
1.5th After 3.60£1.29" 1.8440.96" 1.31:0.60 2.71£1.19"
3 th After 4.64+1.017 1.26+0.51% 2.16£0.96% 2.33+0.98%

TC:total cholesterol;  TG:triglyceride; ~ HDLC:highdensity
lipoprotein cholesterol; LDLC :low density lipoprotein cholesterol; One
way ANOVA test was performed, F=4.3, P< 0.01;1) Compared with
controls, P< 0.05; 2)Compared with the 1.5 month, P< 0.05
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Table 3 The mRNA expression of MCP -1 and CCR2 in
patients of group B before and after Simvastatin
treatment (MCP-1/B-actin or CCR2/B-actin)

Group MCP-1(MCP-1/B-actin) CCR2(CCR2/B-actin)
Before treatment  3.97+2.37 423+1.72

1.5 th After 2.88+1.19" 2.78+£2.35"

3 th After 1.79£1.22 02 1.83+1.110:»

One Way ANOVA test was performed, F=3.7, P< 0.01;1)
Compared with before treatment, P< 0.05; 2) Compared with the 1.5th
month, P< 0.05
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