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Effects of levo—carnitine on microinflammation by regulating macrophage MAPK pathway in patients with MHD
YAO Shudong, WU Jia, LUO Wenrong.Department of Nephrology , Huzhou Hospital of Traditional Chinese Medicine ,Zhe-
jiang University of Traditional Chinese Medicine , Huzhou 313000, China.

[Abstract] Objective To explore the mechanism of levo—carnitine inhibiting the expression of inflammatory factors in
maintenance hemodialysis (MHD) patients by regulating MAPK pathway.Methods A total of 120 patients with main—
tenance hemodialysis with autologous arteriovenous internal fistula as vascular access were selected , and the hemodialysis
duration of all cases was longer than 3 months.According to random number table, 120 cases were divided into treatment
group and control group. At the end of dialysis, the control group was injected with 20ml normal saline.The treatment
group was injected with 100g/L levo—carnitine 20ml.It lasts for three months.Before and after the treatment, the physical
strength , mental state and the clinical situation of muscle spasm in dialysis were observed.The changes of M1/M2 ratio,
C—reactive protein (CRP) , interleukin—1 (IL-1) , interleukin—-6 (IL-6) , TNF-a,IL-10 and TGF-B were recorded and
compared.The expression of MAPK , JNK and ¢=JUN in peripheral macrophages, MAPK, JNK and their phosphorylation,
¢—=JUN and their phosphorylation were detected. Results After injection of levo—carnitine, the incidences of fatigue, fa-
tigue and muscle spasm in the treatment group were significantly lower than those in the control group (x*=13.32,15.25,

11.37, P<0.05) , and the M1/M2 ratio of peripheral blood macrophages in the treatment group was significantly lower

than that in the control group (1=4.39,P<0.05).A-
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IL-10 and TGF - in the treatment group were higher than those in the control group (1=2.55, 3.26, 4.33, 5.19,
-3.89,-4.55,P<0.05).After treatment, the expressions of MAPK mRNA, JNK mRNA and ¢—JUN mRNA in peripheral
macrophages in the treatment group were significantly lower than those in the control group (¢1=2.23,3.33,4.11,P<0.05)
as well as the MAPK, JNK, c=JUN protein and their phosphorylation levels, and the ¢=JUN/MAPK signal pathway of mac-
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rophages was inhibited. Conclusion Levo—carnitine reduce microinflammatory symptoms by regulating macrophage

MAPK pathway in patients with maintenance hemodialysis.
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