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Efficacy of Tripterygium Glycosides for Children with Purpuric Nephritis and Its Effects on Related Indica-
tors

ZHOU Hongxia,ZHAO Liping, GE Tingting(Dept. of Pediatric Rheumatology and Immunology, Wi, Children’s
Hospital, Jiangsu Wuxi 214023, China)

ABSTRACT OBIJECTIVE: To explore the efficacy of tripterygium glycosides for«children”with.purpuric nephritis and its effects
on related indicators. METHODS: 77 children with purpuric nephritis were-raidomly divided into control group (38 cases) and ob-
servation group (38 cases) . Control group received anti-allergy, anti-platelet, nutritional support and other conventional treatment;
observation group was additionally given Tripterygium glycosides tablet 1 mg/(kg-d) for 3 times, taking after a meal. All patients
were treated for 12 weeks. Clinical efficaey, =10, ¢hémokine 9(CXCL9), transforming growth factor-B, (TGF-B,), metal matrix
protease-9(MMP—9) , IgA, IgG, IgM=before and after treatment in 2 groups were observed, the correlation of IL-10, CXCL9,
TGF-B, and IgA in observation (group . was analyzed, and the incidence of adverse reactions was recorded. RESULTS: The total ef-
fective rate in obseryation group“was significantly higher than control group, the incidence of adverse reactions was significantly
lower than{Centrol | group, with statistical significances (P<C0.05). Before treatment, there were no significant differences in the
IL-10y, CXCLY, TGF-B,, MMP-9, IgA, IgG and IgM in 2 groups (P>0.05). After treatment, IL-10 in 2 groups was significantly
higher than before, and observation group was higher than control group, CXCL9, TGF-f,, MMP-9, IgA and IgG were significant-
ly lower than before, CXCL9, TGF-B, and IgA in observation group were lower than control group, with statistical significances
(P<<0.05), while there were no significant differences in IgG, MMP-9 and IgM before and after treatment in 2 groups (P>0.05).
IL-10 was negatively correlated with IgA (r=—10.636, P<<0.001) , CXCL-9 was positively correlated with IgA (+=0.434, P<<
0.001), and TGF-B, was positively correlated with IgA (+=0.350, P<<0.001). CONCLUSIONS: Based on conventional treatment,
tripterygium glycosides has significant efficacy for purpuric nephritis, can improve inflammation and immune factor levels, with
good safety.
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®1 WMARBILERHBLEE (xEs)

Tab 1 Comparison of basic data between 2 groups (¥ +s)

WiH WEH (1=39) STIRA(n=38)
At i 0/17 1820
Ik 856+2.15 832£2.26
il 395+ 1.14 4064093
[
Jiil7el 18 16
EARE 17 19
MRAIFERE 4 3

1.2 MANSHBRE

YN AFRAE : (1) FF4 HSPN AR ICI2 WibR i s (2) 4F% 3~
15% o HEBRBRUE : (1) A e R BB 5 (2) XA T
LA (3) JFINREAS 4 S A P B A5 %%

1.3 JRITAHE

X B2 L4 T PUad B0 BT /e L8 SR SRR LR
7 WAL B LAE X BR IR YT 3Rl 25T 5 A e 15 A (i
VLA A AR 25 B 7], A < 10 mg/ 1, b S5 [
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L 128
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Tab 2 Comparison of clinical efficacy between 2 groups

[case(%)]
g 1 TAGHR G it T BARE %
W4 39 9(23.07) 15(38.46) 12(30.77) 3(7.70) 931
poptl 38 4(1052) 10(26.32) 12(31.58) 12(31.58) 08.42
T S0 R g, " P<<0.05

Note: vs. control group, “P<<0.05
2.2 WHEILIEFFEI ) IL-10, CXCLY, TGF-B,, MMP-9 7k
Fibiz

YBYF T, PIZH L IL-10 ,CXCLY . TGF-B,. MMP-9 /K- [,
i, BRI TG L (P>0.05), 1GIFE, Widl 8 )LIL-10
K 3 T R AR YT AT, HOWER AL F X R4, CXCLY
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TGF-Bu /K4 1 A T A 4IRS 7 AT, HOWER AR 70 B, 22
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B ZE g7 L (P>0.05) , LK 3.
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TLeB (x+s)
Tab 3 Comparison of IL-10, CXCL9, TGF-p, and MMP-9
between 2 groups before and after treatment (X + s)

Eib] no WB o I-10,pg/ml CXCLY,pg/ml  TGF-Bi,pg/L  MMP-9, pg/L
a4 39 AT 572911961 34695:2433  895:133 33114452
WITE 765412153 9L66TI1S21% 2661032 3435466
bopict 8 BITH 573511947 352912341 921+141 32941356
WIFE 6626518517 21739+19.08° 4391028 3427471

T SIRYTT T HLAL, " P<<0.05; S XF LA 4%, *P<<0.05

Note: vs. before treatment, *P<<0.05; vs. control group,”P<<0.05
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i X (P>0.05) , FE L 4,
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Tab 4 Comparison of IgA, IgG and IgM between 2 groups
before and after treatment(x +s)

45 n i Bt IgA, g/L 186G, g/L IgM, g/L
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bizpigs 2344052 956+437° 225166
XHHRAL 38 g 4374248 17.21+291 2344067
e 3.86£0.67° 10.02£398° 207041

A HIRITRT LR, P<<0.05; X REAL L4, "P<<0.05

Note: vs. before treatment, “P<<0.05; vs. control group,”P<<0.05
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Fig 1 Correlation analysis of IL-10, CXCL9, TGF-p, and
IgA in observation group
x5 PWABITARRMREZRLE F(%)]

Tab 5 Comparison of the incidence of adverse reactions be-
tween 2 groups [case( %) |

45 n kezh  LBRE VEeWH UERERS TR, %
WL 39 1020000 0(0) 3(60.00) 1(20.00) 12.80°
AL 38 3(25.00) 8(25.00) 4(3333) 2(16.67) 3158

T R A A , %P <0105

Note :\vs. control group, “P<<0.05
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