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ABSTRACT Objective To observe the balance of T help cell12 (Th1/Th2), the changes of corre-
lated proinflammatory cytokines (IFN-y and IL-4), and regulated on activation normal T cell expressed
and secreted (RANTES), and the abnormal expression of IL-17, the effector of T help cell17 (Th17)in
chronic glomerulonephritis (CGN) patients with Shaoyang disease, thus revealing the mechanisms of Xi-
aochaihu Decoction (XD) for treating proteinuria of CGN patients according to the theory of mediating
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Shaoyang meridian. Methods Totally 70 CGN patients with Shaoyang disease were randomly assigned to
two groups, the treatment group (treated by XD)and the control group [treated by Shenyan Kangfu Tablet
(SKT) ], 35 in each group. Besides, 20 healthy volunteers were recruited as the healthy control group. Be-
sides, routine therapy of chronic kidney disease (CKD), patients in the treatment group and the control
group were treated with XD and SKT respectively for 4 weeks. The changes of Chinese medical syndrome,
the effectiveness, 24-h urinary protein, renal functions, the peripheral blood IFN-y, IL-4, Th1/Th2, IL-17,
and RANTES were compared. Results Before treatment the Th1/Th2, IL-17, and RANTES of the two trea-
ted groups were higher, and the IL-4 level was lower than those of the healthy control group (P <0.05). Af-
ter treatment the improvement of Chinese medical syndrome, main symptoms, the effectiveness was bet-
ter in the XD group than in the SKT group (P <0.05, P <0.01). The proteinuria obviously decreased in the
treatment group, with the efficacy superior to the SKT group (P <0.05). The Th1/Th2, IL-17, and RANTES
decreased to various degrees when compared with the SKT group (P <0.05, P <0.01). The IL-4 level in-
creased more obviously in the treatment group than in the control group (P <0.05). There was no statisti-
cal difference in the improvement of the renal function (P >0.05). Conclusions The immune disorder of
the CGN patients with Shaoyang disease was correlated with Th1/Th2 imbalance, and abnormal changes of
Th17 cell functions and RANTES. XD could improve the inflammation by regulating the immune disorder of

CGN patients with Shaoyang disease, which proved that the theory of mediating Shaoyang meridian could

be used to improve the inflammation of CGN patients, thus relieving the proteinuria.
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Feffi 6 D el 22 48 P (5. 11 4. 59) 4F,
VB OIF BT 3 WL B ( serum  creatinine, SCr)
40 ~275 pmol/L, ¥4 (108.54 +55.35) umol/L, &
JYHT24 h JRE I E R 0.43 ~3.44 g, F#(1.90 =
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TCAL: T BRI ARRE R ARAE XS T B B i, O E
R/ <30% .
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T GX A, "P <0.05, " P <0.01
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XH 35 0(0) 5(14.3)
T SRR EE, P <0.05
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ALP <0.01; 50 BELA I L4, 4P <0. 05, 44P <0.01; F 55
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FPTALSEVERT; NS BB RAE A FLR s LIRS RF
ST AR s KA PR B g 1) T fig
AR5 O T PR AU B A O, s EA K T i o
MIIRE s H B Z U Mo A H RLE R R BRI R , HAE
ML ST RS (R 2 551

AHIFFE A /NS 7 T L B 08 M /N ER
/0 BRI I AIEAR , /INSERA A T6 7 4 P B 1) B
RORN 91. 4% ' RIFEE 4 A 50F K 65. 7% iR
JTALT R AR T B, U A O W Sk
HRZ R FERR M i O b 25 B L /D 9 R 55 /D B
I 1) B R T AR 3 5 TR T AL R R BRI T T
WL, SRR i 2E A gt Lo A
{HISUE 718 B /NER S R /D B A A7 AE , T HA i SE A
FIRIINEE 508 1R B /IR B 92 /0 PR % DI AE G . [RIET,
/NSEERVZ AT DA 03 Th/Th2 402k i 23t Th17
MEAOEIRE 2 iF RANTES 53 T

25 ERTR  BA TN R/ SR G T8 M Nk 48
/DB D8 2 R VR &R S TR HLIA Th1/Th2 41
WP 2L G Th17 AR (401 RANTES 154
T, IR RAEA S0 (H B T TN 517 76 B ik
SRS FH A 2 14 75 K 0 A, FRATHIE, /NS
TE R T2 i P S 45 B R AT T 2 4k o

s % x #t

(1] NS, B4R, mEEAR . 500 il 18 ¥ B /NBR B 42 18 % 0
PR AT s W A [ J ). B R 25 2% 3, 2010, 44
(9):21-24.

(2] il E M= M]. 55 3 . Jbat: AR T ik,
2008 :937.

[3]

(4]

[5]

(6]

(7]

(8]

(9]

[(13]

A B 25 2 R 2R 4 = R0 A7) [ S ]k
o 2R A, 2002:156 - 162.
Phoon RK, Kitching AR, Odobasic D, et al. T-bet
deficiency attenuates renal injury in experimental
crescentic glomerulonephritis [ J ]. J Am Soc
Nephrol, 2008, 19 (3): 477 -485.
Hakamada-Taguchi R, Uehara Y, Kuribayashi K,
et al. Inhibition of hydroxymethylglutaryl coen-
zyme, a reductase reduces Th1 development and
promotes Th2 development[J]. Circ Res, 2003,
93(10) : 948 -956.
Timoshanko JR, Sedgwick JD, Holdsworth SR,
et al. Intrinsic renal cells are the major source of
tumor necrosis factor contributing to renal injury
in murine crescentic glomerulonephritis[J].J Am
Soc Nephrol, 2003, 14(7): 1785 -1793.
PR, SR, 2 S, S5 RIS AR MR /N R R B
M Th1/Th2 Zif 72k 81 J ] 28 = F R
¥4, 2009, 31(9) : 860 -862.
Summers SA, Steinmetz OM, Li M, et al. Th1 and
Th17 cells induce proliferative glomerulonephritis
[J].J Am Soc Nephrol, 2009, 20(12) : 2518 -2524.
Paust HJ, Turner JE, Steinmetz OM, et al. The IL-
23/Th17 axis contributes to renal injury in experi-
mental glomerulonephritis[J].J Am Soc Nephrol,
2009, 20(5): 969 -979.
Anders HJ, Frink M, Linde Y, et al. CC chemo-
kine ligand 5/RANTES chemokine antagonists ag-
gravate glomerulonephritis despite reduction of
glomerular leukocyte infiltration[ J]. J Immunol,
2003, 170(11) : 5658 -5666.
Phoon RK, Kitching AR, Odobasic D, et al. T-bet
deficiency attenuates renal injury in experimental
crescentic glomerulonephritis [ J]. J Am Soc
Nephrol, 2008, 19(3) : 477 —-485.
Chen Z, Laurence A, Kanno Y, et al. Selective
regulatory function of Socs3 in the formation of
IL-17 secreting T cells [ J]. Proc Natl Acad Sci
USA, 2006, 103(21): 8137 —8142.
Schadde E, Kretzler M, Banas B, et al. Expres-
sion of chemokines and their receptors in nephro-
toxic serum nephritis [ J ]. Nephrol Dial Trans-
plant, 2000, 15(7): 1046 —1053.
TR itk AP BEZG XL R SRR AR TS
[J1iLFHEEZeids, 2009, 36(10): 1820 —1821.
Mt /NS 1 B 2 B SR kR [ 0 ] R I 2
2002, 28(6): 373 -375.

(ieki:2012 -05 -27  {&A1:2012 -10 -23)



