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Therapy of Electroacupuncture on Tianshu(ST25) Has Effect on TLR4/NF-kB Signaling
Pathway in Rats with Ulcerative Colitis
LI Haoyue, LIANG Hao

Abstract: Objective: To observe the therapeutic effect of the therapy of electroacupuncture on Tianshu(ST25) for rats
with ulcerative colitison(UC) and its effect on the TLR4/NF- k B signaling pathway. Methods: Randomly divided 75 Wistar rats
into the blank group, the model group, the electroacupuncture group, the sham electroacupuncture group and
salazinsulfonapyridine(SASP) group. In addition to the blank group, the UC rat models in other groups were replicated by
2, 4, 6 trinitrobenzene sulfonic acid/ethanol solution by enema. The electroacupuncture group received the electroacupunc—
ture on Tianshu(ST25) on both sides. The sham electroacupuncture group received the electroacupuncture on the shame Tian—
shu(ST25) where located on one inch beside it. The SASP group was treated with 10 mlL/kg SASP suspension by
gavage. After 14-day treatment, evaluated DAl scores, observed the pathology of colon tissues under the light microscope,
and detected the contents of interleukin—1B(IL-1B) in serum, tumor necrosis factor— o (TNF- ) and interleukin-10(IL-10) by
ELISA method, as well as observed the expression of protein and mRNA in toll-like receptors4(TLR4), myeloid differentiation
primary response 88(MyD88) and nuclear factor kappa-light—chain—enhancer of activated B cells p65(NF-«kB p65) in colon
tissues in all groups by Western—blot and RT-PCR. Results: Compared with the blank group, the DAI score and contents of
IL-1B and TNF-o in serum in the model group were significantly increased, the content of IL-10 was significantly
decreased, and the expression of TLR4, MyD88, and NF-kB p65 in colon tissues was significantly increased (P < 0.05).
Compared with the model group, the DAI score in the electroacupuncture group and contents of IL-1B and TNF-« in serum
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were significantly decreased, the content of IL-10 was significantly increased, and the expression of TLR4, MyD88, and

NF-kB p65 in colon tissues was significantly decreased (P < 0.05). Compared with the SASP group, the DAI score in the

electroacupuncture group was and content of IL-1B was lower and IL-10 was higher; protein expression of TLR4, MyD88,

and NF-kB p65 in the colon tissues was lower(P < 0.05). Conclusion: The therapy of electroacupuncture on Tianshu(ST25) can

significantly improve the pathological morphology of colon tissues in rats with UC, reduce DAl score and treat UC. Its

mechanism is to inhibit the activation of TLR4/ NF-kB signaling pathway.
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B12H . SASP 413 1L-1B. TNF-o &1k B E AR, 1L-10 &
R EWE, ERYASEITER L P<0.05), MRbBE4HER
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TLR4. MyD88. NF-«kB p65 & 1)KL BEH =, ZRIE5
TR (P<0.05), SEAIA e, Higlel . SASP 4k R4k
4 2 TLR4 . MyD88. NF—kB p65 &5 [1 1Y 3 ik B 35 1A%
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TLR4. MyD88. NF-«kB p65 &[5 mRNA ik w, S
BRI Ay, ZR G ER X, U A A 54 UC 5
ARTCHH TR, i — AU R TR T AR R R S

Zi b, AR KR RERS I I GE UC K RS I 41 205 1
SIEA, FRAK DAT Sy, JA97 UC, AR FIHL T 8 1 1 il
TLR4/NF-«B 15518 I A9 76 AL SE A o

(&% k]

(1] fRyess, sa%, BoE, 2. ARNEOAIT Bz IS
ROFFTHERD]. PEPZE, 2017, 42(5): 856-862.

2] BiEd, hit, K&, % WA X Bm TS &
KB4 H 4 PPAR-y , NF-kB M MUC2, TFF3 {5
W] ARSI RS Aea, 2017, 23(3): 79-85.

3] HEe, =R, k% SBHALIF G R K
45 TLRA/NF—«B {5 5l B 52 M) 0 22 [l s [ 24
2013, 24(6): 1386-1388.

[4] dEESE, MU, SCUME, . BFRIBITEUE MRS R A
FMLRIEETD). P EEZ SR, 2014, 11(5): 166-168.

(5] #RFA, 2, xhEgE, 55 —AHIORRERRIA /N B
P VE G A RIS A DR SR TR N2
2012, 20(2): 106-112.

6] #F, W, xlF, % KERX DSS FSFEm S
H/NRITRITTVE R BRI 5256 5 Rl 2
2017, 23(11): 109-113.

(7] WBEPE, XIASE. TLR4/MyDS88/NF-«k B {5518 f& 5%
PEEEBRID). BIAiEaE, 2013, 18(4): 244-246.

[8] Gribar SC, Anand RJ, Sodhi CP, etal. The role of epithelial
Toll-like receptor signaling in the pathogenesis of intestinal
inflammation|J]. Journal of Leukocyte Biology, 2008, 83(3):
493-498

9] Hile, TIiz. Toll BEsZik 4 Mif5 5 S S5 im L %
B FE IR (T B e R #2425, 2010, 19(1):
87-89.

[10] RS, FRzZ, 2K, % Toll FEZIk 4. MyD8S 7EH %
PESS W R 25 W AL 23 19 338 JOAR S MR 9. SRR Tk
Zei, 2011, 31(10): 699-700.

(11] s, 22, SREMN. T2na iz a4 i
RS RRN]. 2R, 2016, 40(8): 610-618.

[12] X8, B4k, S, 4. SETRIRZ e RE 7 it
TS I R 12T AR SRR D). e B2 Ak,
2015, 30(11): 3893-3897.

[13] o5&, AEE, 3okE, & B RACRREIEL O 5
YL 9 KRS AR IEIE 2405 ma L)), b b B 2UE
2008, 17(12): 1734-1736.

(TS . LR, 455



