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Clincal Effects of Tripterygium Glycosides Combined with Prednisone on IgA Nephropathy and Its Effect
on Urinary Smad2 and TGF-f1

SHEN Shizhong, YANG Zhongmin, CAI Jiaying, SUN Lingyun, WANG Jie(Department of Nephrology, Quanzhou
First Hospital Affiliated to Fujian Medical University, Quanzhou 362000, China)

ABSTRACT: OBJECTIVE To explore the clinical effect of tripterygium glycosides combined with prednisone on IgA
nephropathy and its effect on urinary Smad2 and TGF-f1. METHODS A total of 155 IgA nephropathy patients in Quanzhou
First Hospital Affiliated to Fujian Medical University were randomly divided into three groups: tripterygium glycosides group(51
cases), prednisone group(52 cases) and combined treatment group(52 cases), among them, 1 case was lost in the tripterygium
glycosides group, 2 cases were exit in the prednisone group due to severe infection, and 2 cases were exit in the combined
treatment group due to severe infection. In the prednisone group, prednisone was taken orally, tripterygium glycosides group was
treated with tripterygium glycosides tablets, and the combined group was treated with 2 drugs at the same time for 12 months.
The curative effect of patients was evaluated before and after treatment and the changes of serum creatinine(Scr), epidermal
growth factor receptor(eGFR), blood urea nitrogen(BUN), serum uric acid(SUA), serum albumin(Alb), total cholesterol(TC),
24 h proteinuria, Smad2 and TGF-f1 were detected before and after treatment. RESULTS There was no significant difference
in eGFR, BUN, SUA, Alb, TC among the three groups before treatment. Compared with before treatment, Alb, eGFR after
treatment increased in the three groups(P<0.05), and compared with prednisone group and tripterygium glycosides group, Alb in
the combined group after treatment significant increased(P<0.05); Compared with before treatment, BUN and SUA after
treatment decreased in the combined group(P<0.05), and there was no significant difference between prednisone group and
tripterygium glycosides group, and TC was no significant change before and after treatment. There was no significant difference
in urine Smad2 and TGF-f1 among the three groups before treatment. Compared with before treatment, Smad2 and TGF-B1 after
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treatment decreased in the three groups. After treatment, Smad2 and TGF-B1 in the three groups decreased, and compared with
prednisone group and tripterygium glycosides group, Smad2 and TGF-B1 in the combined group after treatment significant
decreased(P<0.05). The total effective rate of tripterygium glycosides group was 66.00%, prednisone group was 62.00%, and the
combined group was 88.00%(P<0.05). The adverse reaction rate of tripterygium glycosides group was 20.00%, prednisone group
was 22.00%, and the combined group was 24.00%. CONCLUSION Prednisone combined with tripterygium glycosides can
reduce the expression of Smad2 and TGF-B1 in urine of IgA nephropathy patients, improve renal function of patients. It has a

certain clinical value.

KEYWORDS: tripterygium glycosides; prednisone; IgA nephropathy; Smad2; TGF-B1
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Tab. 1 General information of patients(n=50)

i WOE womm wam Fp P

Z 14l
PR B ) 22/28 20/30 2129 0.160 0.921
AR 53.15+4.26 52.71£5.12 53.16£3.62 0.172  0.842
/AT 3.98+0.62 4.02£0.47 3.86+0.36 1.506 0.225
BYERIER M 19/16/15  17/19/14  15/18/17  1.040  0.904

(139172 391/3 1)
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SUA I8/, Z5A 511 FE X (P<0.05), FAKEZL
Tk e Al L B2k, 2R 54 EY,
TC 7EIRYTRIJG JCIA Wl ds, 255 L3k 2.

Tab.2 Comparison of laboratory examination results of three groups of patients before and after treatment( x + s, n=50)

a5 BUN/mmol-L~! SUA/pmol-L™! Alb/g-L! TC/mmol-L"! eGFR[mL-min~'-(1.73 m?)™]

w WBITHT IR JRITHT BITIE JRYTHT BITIG WBITHT WRIT)E IRITHT BITIE
TARELZ A 5484042 5.36+0.67 335.79+£12.55 332.67+10.29 37.14+6.24 45.62+5.44) 6.04+1.02 5.9440.79 81.57£8.54  92.88+9.43"
el 5.39+0.56 5.35+0.57 336.24+10.54 330.14+9.15  36.95+5.37 46.68+5.23" 6.11£0.95 5.89+0.70 82.70+£7.19  94.68+8.15"
EA 5.54+0.63 5.27+0.36" 335.63+£9.46 328.25+8.54) 38.47+£6.25 51.67+5.11Y23) 6.17+0.58 6.01+0.88 80.64+8.44  93.72+9.31V

W S5IRITHIM L, DP<0.05; SikEIALAITEMIL, 2P<0.05; SENBELSTAIRITEMIL, YP<0.05,

Note: Compared with before treatment, VP<0.05; compared with after treatment of prednisone group, 2P<0.05; compared with after treatment of

triterygium glycosides group, ¥P<0.05.

2.2 3HBHEIRITHIG K Smad2 & TGF-B1 ik
JRITRT, 3 A E K Smad2 K TGF-B1 2253 7C
Giitem X, 29R97 )5 ,3 4183 Smad2 M TGF-B1
g, SRR AME AT, KE
HIGYF)E Smad2 K TGF-Bl #ikBEFHE/L, £H
B4 iE X (P<0.05), 459003 3,
F3 3HEHEITH ER Smad2 X TGF-Bl %kiA(Xx s,
n=50)

Tab. 3 Expression of Smad2 and TGF-B1 in urine of three
groups of patients before and after treatment( x + s, n=50)

Smad2 TGF-B1

IRYTHT BT BIT IR
FAMEZHH  0.1320.05 0.09£0.01Y  0.15+0.04 0.11x0.03"
e 0.12+0.04  0.08+0.02"
BA4 0.11£0.05  0.05+0.0192% 0.15+£0.03 0.07+0.01Y2%
W SIRITHTMILL, DP<0.05; S5REMAIRITIEAMLL, YP<0.05; 5
TABZ ARG, 2P<0.05,
Note: Compared with before treatment, "P<0.05; compared with after

treatment of prednisone group, ?P<0.05; compared with after treatment
of triterygium glycosides group, >P<0.05.
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Tab. 4 Comparison of efficacy of three groups of patients
(n=50)
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Tab. 5 Comparison of adverse reactions in three groups of
patients(n=50)
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PIE 1.003
P 0.072
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