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Effect of Huangqin Tang on IL-23/1IL-17 Pathway in TNBS-induced Colitis
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[ Abstract | Objective: To evaluate the effects of Huangqin Tang on the IL-23/IL-17 pathway in 2, 4,
6-trinitrobenzene sulfonic acid ( TNBS) -induced colitis model. Method: SD rats were distributed into four
group, containing TNBS-induced colitis, Huangqin Tang (1.2 g-kg™') or mesalazine treatment group (10 mL -
kg™', ig), negative control with no treatment and the last one was normal sham rats. Except for control group,
experimental colitis was induced by rectal instillation of 2, 4, 6-trinitrobenzene sulfonic acid (TNBS) into rats.
Drugs were given intragastrically for one week in each group continuously according to respectively-designed doses.
The protein expressions of IL-17 and IL-23 in serum were determined by ELISA. The mRNA expressions of IL-17,
IL-23, IL-17R, IL-23R and ROR~yt were determined by Real-time PCR. Result: Huangqin Tang markedly
attenuated TNBS-induced colitis and effectively inhibited the protein expressions of 1L-17 (262.75 +17.19) ng -
L ™" and IL-23 (56.75 £6.20) ng - L™'. Furthermore, mRNA levels of IL-17 (2.606 +0.8), IL-17R (5.33 +
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1.10), IL-23 (2.16 +£0.19), IL-23R (3.34 £0.70), RORyt (0.74 £0.17) showed a marked reduction

after Huangqin Tang teatment. Conclusion: Taken together, our findings demonstrate that Huangqin Tang can

exerte therapeutic effects on TNBS-induced colitis, mediate probably by the I1L-23/1IL-17 pathway.
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Time 7+ PCR ¥ 141 ( Applied Biosystem 2\ ] ) o
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min " B W LT B EP AF, - 80 C KA R AT
KL S B B 25 B BEAT ] 2 em DL BT ~
8 cm Kb %5 i Be, U W & R 2 5 FF i I, UK¥% PBS
SRS PR T e, T I U AR T K 4, B AR B B
WAL 1 em 2245, A VRAF & 95, 57 B0 TR
PRI E - 80 CUKAR B AT . LS
21 R B4 W s 72 o B S A 2L 8045 T FE 10% 19 4 R
ok [ 24 h, L& SIVEREEDI Ao

2.5 Y A HIE A LR AT K 10%
B AR SRR [ 22 24 h LA b AY 45 B 2H 20 B DD



s

B 45 B4 1 % TNBS 55 19 45 7 48 X L IL-23/1L-17 3 % i) 2 )

Fr HE e S 88T WA 57 1 00, 41 4100 Bl 22 3
SbRifES LR 1
®1 HHAKKFETEN TR
9 340 4 A P4
oA LW 45 5 0
10% e 5 WLIEF o S AR K S b O 200 M 620, i 40 B 45 4 1
TE IR
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FERHATY 3G, 5P F R 1IL-17 (5'-CTCAGAC-
TACCTCAACCGTTCC-3", 3'-GTGCCTCCCAGATCA-
CAGAAG-5"); IL-17R ( 5'-CACAAGTCCAAGAC-
CATCTTAGTG-3", 3'-AGACTTGCTCAGAGTGAAT-
GTGAC-5") ; 1L-23 (5'-CACCACT GGGAGACTCAA-
CA-3", 3'-AGGATCTTGGACGGAGAAGA-5'); IL-
23R ( 5'-TTGATGAATTGTGCCTCGTT-3", 3'-GTCT-
GCGCTGGGATAGTTTC-5"); RORyt  ( 5'-TCTG-
GAAGCTGTGGGATAGA , 3"-GAGGAGCCTGTG-
GAGAAATAC-5"); GAPDH ( 5'-CTGCCAACGTGT-
CAGT-3", 3'-GTTGAGGGCAATGCC-5")

Real-time PCR SZ W 1A & 41 F : SYBR 12.5 ulL,
¢DNA 2 pL, B389 1 pL, TSI 1 pl, ROX
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AFEW R LA F K5 Welch #8477 22 5347, 2
B R A Dunnett’ s T3 7&K, P <0.05 K&
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AR VEL0 LR o 251097 20 K BL45 1 20 2% B2 b
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®3 HZFHX TNBS FERHEBHKXRME IL-17

FIL-23 RiEM M (x £s,n=8) ng-L~!
415 H /g kg ™! 1L-17 1123
E K % R - 100.50 = 6.19 32.00 + 7.44
BAY - 403.25 + 6.23% 97.50 = 4.87%
HEY 1.2 262.75 +17.19% 56.75 = 6.20%
ERUEA 0.1 257. 88 +20. 98" 58.13 =10. 02%
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3.4 XF TNBS i 5 19 45 1 5 K R 45 1% 21 21 RORyt
mRNA FRIKMFEN 5 IE 5 X 4L L #, TNBS 41K
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it E (P <0.001) ; 8 X7 F1 36 VD Hr B IR 9T
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G 1.2 2. 606 0. 8% 5.33 1. 10% 2.16 0. 19% 3.34 0. 70% 0.74 0. 17%
EUETA S 6. 157 £1. 46% 4.52 +0.97% 2. 14 £0.39% 3.47 +0.77% 0.61 +0.31%
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FEoK A BRI 7] W5 K B 3R L e R P A R
K FARUIBREE, I H 020805 8 8 R AE R PR
52 W 18 OE HE SR WO D g L 4R RN B Y AR
Tt By 152k Bl e (H R X s 2 W 0 A g A
AR N WS R 2R B M RIE S
R 257597 IBD A7 Hoph e (9 O $5%, BRIk, DA B 24
R FA G ST IBD oy R A A EEE L,
FATHRTE K B, B fe i % TNBS i S 19 4%
R KR TL-23/TL-17 38 3% b 3198 15 7, X 7T fig 2 iA
J7 IBD K35 S v8 W i HLH =2 — .

Th17 4l & 2005 45 & MY CD4 ™ T 4 g v
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JERL R Th17 43 4k i 3 %45 5 I 1, Th7 16 8 0 )2
N R e B g MR TR )T T A 82 R
G IL-23 JE T IL-12 S, h s S A i A
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EAIK Y AN RIS S IBD R 4 I B IL-
17A mRNA FikThas 0 B B g B 470 fA 4 1) 1L-
23p19 W] A R B A 97 e g i kL
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