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Clinical study of Leflunomide Tablets in treatment of elderly diabetic nephropathy

SHI Dong-ying
Affiliated Hospital of Inner Mongolia Medical University, Hohhot 010050, China

Abstract: Objective To investigate the clinical effect of Leflunomide Tablets on diabetic nephropathy. Methods Patients (86 cases)
were randomly divided into two groups. Patients in the control group were given conventional antihypertensive and antidiabetic
treatment. Patients in the treatment group were po administered with Leflunomide Tablets with the first dosage of 50 mg/time, once
daily, and rested for 3 d. Then the administration was repeated to 20 mg/time, once daily for 4 weeks. Clinical effect and changes of
inflammatory factors, MMP-2, and 3,-MG in the two groups were compared. Results The significant remission rates in the treatment
and control groups were 86.05% and 74.42%, respectively, and there were differences between the two groups (P < 0.01). After
treatment, blood glucose in the two groups reached control goal, and urine protein, ALB, Cr, and BUN were improved significantly (P
< 0.05). The parameters in the treatment group were improved more significantly than those in the control group, and the differences
were statistically significant (P < 0.01). After treatment, these levels of IL-6, TNF-o, and hs-CRP in the treatment group were
improved better than those of control group with significant difference between the two groups (P < 0.05). There were differences of
MMP-2 and B,-MG levels between the two groups after treatment (P < 0.05), but only levels of MMP-2 in the two groups had
difference (P < 0.05) Conclusion Leflunomide Tablets have protective effect on renal function in patients with diabetic nephropathy,
and the mechanism may be related to inflammatory stimulation and MMP-2 generation.
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Table 1 Comparison of clinical efficiency between two groups
215 n/fl SEAELRAR TR R JoRL AR %
Evig 43 18 19 6 86.05"
pagit 43 14 18 11 74.42

XA LR TP<0.05
"P<<0.05 vs control group

*2 WMEABREZFRESTE. ALB. Cr. BUN FAZfE M4 LhE
Table 2 Comparison of Urine protein, ALB, Cr, BUN, and fasting blood glucose between two groups

U5 s JRE A/ (gd ) ALB/(g'L™) Cr/(umol-L™") BUN/(mmol'L™")  FPG/(mmol-L™")

WY WBITHET 6.08+1.39 27.31+10.39 114.38+45.48 9.09+3.28 8.21+£2.39
WBITE 1.08£0.0574% 3582412494 70.124£35.33"44 5.114£2.49™4 6.10+£1.35%4

W OVRITET 6.10£1.32 26.981+9.56 112.47+65.39 9.10+4.32 8.17£2.19
WY/ 1.61£0.94**  31.69+7.37%4 93.54+43.434* 551+1.274* 6.09+3.3344

HxHALILE: TP<<0.05 TP<0.01; 5FE4IGTRTILR: *4P<0.01

"P<0.05 “P<0.01 vs control group; 44 P <0.01 vs same group before treatment

x3 MABFRMEETEE

Table 3 Comparison of inflammatory factors between two groups

5 L2 I (7] IL-6/(ng'L™") TNF-o/(ng-L™") hs-CRP/(mg-L™")

BT YRIT T 15.54+3.76 21.58+5.43 8.67+2.49
BTG 10.32£2.44""44 16.01E4.65744 6213204

o} 1 YBIT T 15.49+4.84 21.73+6.93 8.61+3.39
BT R 14.65+5.44 20.43+5.82 734454244

HxHALILE: "P<<0.05 TP<0.01; 5FE4IGTRTILR: *4*P<0.01

"P<0.05 “P<0.01 vs control group; 44 P <0.01 vs same group before treatment

x4 FLAEEZE MMP-2 # $2-MG LLER
Table 4 Comparison of MMP-2 and $2-MG between two groups

21 5 P din gt MMP-2/(ug-L™") B-MG/(mg'L ™"

1By RITH 21.32+7.36 2.21+0.73
BTG 38.65+£10.83"44 1.82+0.45%4

pujict 1RITTT 20.91£9.37 2.2440.38
bEEad = 29.56+6.584* 1.91+0.1744

Lyt TP<0.01; SRMGITRTE: 44P<0.01

P <0.01 vs control group; **P < 0.01 vs same group before treatment
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