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Clinical study of levocarnitine in auxiliary treatment of diabetes
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Abstract: Objective To investigate the efficacy of levocarnitine in the auxiliary treatment of diabetes, in order to provide new
ideas for clinical treatment of diabetes. Methods Diabetic patients (160 cases) were randomly divided into control and treatment
groups, and each group had 80 cases. The patients in control group were treated with conventional therapy. The patients in the
treatment group were given Levocarnitine Oral Solution on the basis of control group, 10 mL/time, twice daily. For treatment of 4
weeks as a course. One course of treatment was 4 weeks. After two courses, blood sugar, blood lipid, carnitine group, hemoglobin
Alc (HbAlc) and B-cell function of insulin between two groups before and after treatment were compared. Results After
treatment, fasting plasma glucose (FPG), total cholesterol (TC), high-density lipoprotein (HDL) levels of two groups were lower than
those of before treatment significantly (P < 0.05). Triglyceride (TG), TC, HDL, and low density lipoprotein (LDL) were improved
significantly compared with those of control group, and the difference was significant (P < 0.05). Acetyl-L-carnitine (AC) levels of
two groups were improved compared with those of before treatment with significant difference (P < 0.05). Levocarnitine of treatment
group was improved more than that of before treatment (P < 0.05), and was improved more than that of control group, and the
difference was significant (P < 0.05). Homeostasis model assessment-B (HOMA-B), insulin resistance index (HOMA-IR), fasting
insulin (FINS), 1hINs/FINS, and HbAlc of two groups had statistically significant difference compared with those of before
treatment (P < 0.05). In which, HOMA-B, HOMA-IR, HbA lc were improved significantly compared with those of control group
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(P < 0.05). FINS of treatment group was lower than that of control group, but there was no significant difference. Insulin sensitive

index (ISI) had no significant difference between before and after treatment, and two groups. Conclusion Levocarnitine levels are

decreased in patients with diabetes. The supplement of exogenous LC can correct the disorder of lipid metabolism in diabetic

patients, but also has good effect in correcting the insulin resistance.
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Table 1 Comparison on indicators of blood sugar and blood lipid between two groups before and after treatment ( x+s,n=80)

2053 MEI A FPG/(mmol-L™")  TG/(mmol-L™")  TC/(mmol-L™") TP/(mmol-L™") HDL/(mmol-L ") LDL/(mmol-L™")

of He YRIT T 8.03+3.25 1.8240.54 479+142  6523+1287  1.26%0.53 4.0240.76
BIT G 6.77+£2.19" 1.78+1.27 451+1.03"  6533+12.64 131£091°  4.05%+1.01

b=bag YRITHT 8.09+2.15 1.79+0.32 4824298  66.32+28.67  1.27140.43 3.93+2.12
BIT G 6.67+£3.15" 1.494+1.07"* 43240.76™ 67.54+10.34 1.524+1.02"* 3.51+£1.10™

SRMEIT AT TP<0.05; SXRARITIEHE: “P<0.05

"P <0.05 vs same group before treatment; * P < 0.05 vs control group after treatment

x2 CATHEMAERTHEIR ( xts, n=80)

Table 2 Comparison on carnitine group between two groups before and after treatment ( x*s,n=80 )
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X 34.65+21.64 35.36+12.53 278+1.21  2.85+133"  0.65+0.11  0.66£0.21
HI7 35.861+20.54 39.43+17.43"  2754+0.65  2.88+1.03°  0.64£0.12  0.67£0.25

HRMITITHE: "P<0.05; SXBAATT G 4P<0.05

"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment
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Table 3 Comparison on HbAlc and p-cell function of insulin between two groups before and after treatment ( x*s,n=80)

40 WELN R InHOMA-B InHOMA-IR InIST FINS/(mIu'L™")  1hINs/FINS HbAlc/%

PR VRITT 2.6440.69 553+1.17 -4.561+0.21 7.58+£3.24 1.58+0.54 8.93+2.51
BTG 2.98+1.36 3.15+122 -3.99+1.25 536+4.12" 229+1.02° 7.85%3.16°

WY JRITHT 2.5640.49 5.42+3.11 -4214+1.95 7.62+3.58 1.614+0.64 8.79+3.45
PR 3.16+1.32" 0.93+1.13™ —4.08+2.73 5.66+1.48" 2844163 7.81%£2.162"

SR4ETRTHER: "P<0.05; SXIBAATEHE: *P<0.05

*P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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