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[ Abstract]) Objective To evaluate the beneficial effects of I-carnitine on pancreatic and renal injuries
caused by cyclosporine A (CsA). Methods Rats were divided into vehicle (VH) group, vehicle+
50 mg/(kg + d) L-carnitine (VH + L50) group, vehicle + 200 mg/(kg *+ d) L-carnitine (VH + 1.200)
group, CsA group, CsA+ L-carnitine (CsA+ L50) group and CsA + L-carnitine (CsA -+ L200) group.
Pancreas and kidney function, the expression of light chain 3 (LC3-]]), tubulointerstitial fibrosis,
TGE-B » 8-hydroxy-2'-deoxyguanosine (8-OHdAG) were detected. Results  CsA treatment caused
diabetes (increased plasma glucose and HbA, ¢ level, and decreased plasma insulin level, P<C0. 01), renal
dysfunction (increased serum creatinine and blood urea nitrogen level, P<C0. 01). significant increase in
the percentage of tubulointerstitial fibrosis. And that was accompanied by increase in 8~-OHdG production,
upregulation of TGF-8, and LC3-] expression (P<C0. 01). Concomitant administration of L-carnitine
increased plasma insulin concentration and decreased levels of plasma glucose and HbA, ¢ (P<C0. 01). In
the kidney, I-carnitine induced dose-dependent improvement of renal function and fibrosis in parallel with
suppression of TGF-B; and 8-OHdG expression. Furthermore, I-carnitine at a high dose inhibited LC3-1]
expression (P<C0. 05). Conclusion These findings suggest that L-carnitine has a protective effect
against CsA-induced pancreatic and renal injuries.
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Tab 1 Comparison of HbA, c,insulin, AUC, and kidney function index among groups (x =£s)
HbA ¢ Scr BUN Ins AUC, TIF
Group n (%) (mmol/L) (mmol/L) (ng/ml) [mmol/(L « min)] Weight gain(g)  (%/0.5 mm?)
VH 7 3.84+0.6 37.1+0.3 4,04+0.5 5.140.8 18.947.6 90.0+2.0 0
VH+L50 7 3.94+0.4 31.0+0.3 3.840.9 5.14+1.0 18.744.2 88.0+2.0 0
VH+1.200 7 3.71+0.6 30.1+0.2 3.940.6 4,84+0.4 18.4+4.8 90.0+3.0 0
CsA 8 6.141.2* 48.6+0.2% 10.540.9%* 1.1+40.3% 26.4+9.6% 76.0+3.0% 34, 1+3.2%
CsA+150 8 5.84+0.97 42.440.2% 9.84+1.0* 1.740.57 24,546.5% 85.044.0% 28.7+2.5%
CsA+1.200 8 4,.940.47% 36.340.37 8.5+1.3% 1.8+0.27 22.0%4.6% 85.0%3.07 23.2%3.6%4
VH vs VH group, * P<<0.01; CsA vs CsA group, * P<C0.05; CsA-+L50 vs CsA+150,4 P<0.05
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