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Abstract

AIM: To observe the protein level changes of
Toll-like receptor 4 (TLR4) as well as the effects
of Kuijieling Decoction (KD) on TLR4 in colonic
mucosa of rats with ulcerative colitis (UC).

METHODS: Rat UC model was induced by
trinitrobenzene-sulfonic acid (TNBS). The rats
were randomly divided into normal control
(NC) group, model control (MC) group, Kuijiel-
ing low dose (KLD) group, Kuijjieling medium
dose (KMD) group, Kuijieling high dose (KHD)

group and salazossulfapridine (SASP) group.
The rats were killed to get their colonic mucosa
and extract the whole-cell protein after 10 days
of treatment. Western blot was performed to
detect the protein level of TLR4. B-actin was
used as an internal index. Relative expression of
target protein was calculated from the gray scale
ratio of target protein and B-actin.

RESULTS: The relative protein expression of
TLR4 was significantly higher in the MC group
than in the NC group (0.843 + 0.201 vs 0.472 +
0.072, P < 0.01). The relative protein expression
of TLR4 was significantly lower in the KHD
group than in the MC group (0.620 + 0.178 vs
0.843 +0.201, P < 0.05).

CONCLUSION: TLR4 may be involved in the
pathogenesis of UC, and KD can inhibit the
relative protein expression of TLR4 in colonic
mucosa of rats with UC induced by TNBS. The
inhibitory effects of KD on UC might be associ-
ated with the inhibition of protein expression of
TLR4.
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HEY: WERFHIELE D E(UC)K R % M 4s
Toll#f & 4k4(TLR4) 89 T ALK & & 37 48 R 2
TLR4#9 %761,

Fik: kA= ﬁﬁ%}ﬁ%@é(TNBS)%% ﬁuck
R, KA AL A6 Ew 3., 4
R, S R&. P A gﬁ\mr
24 A9 R B nE (SASP) 2R, & 57 10 djE 4k
BRI B 28 J) REIEAT AR -t e B &, KA
%8 %, 9% ¥P i (Western blot) 7 i T TLR449 %
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Bk k KT BEATHEM, VAB-actintE A WA, VA
B 9% @ 5B-actin® A9 ILA/E A B 8K
# a3t A2 S AT St F 5T

R BEAATLRAZOHN AL ETNES
FEF20(0.8434+0.201 vs 0.472+0.072,
P<0.01); #4532 & 7 ZATLRAAE A KK W
BAK TR 28(0.6200.178 vs 0.843+0.201,
P<0.05).
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ol M 45 W 4 (ulcerative colitis, UC) X FRAESE S+
PEW I 1 S W 2%, & — Mg vk B A &5 i R
PRI, B A, 9o D v AN B, 55 22 b DR A
K, Horp e R & E 2071 B s 27 M)
FHEY)E A ERHIEUR &, 8 A TolIFE 52
{A(toll-like receptors, TLRs)/#% X F--xB(nuclear
factor-kappa B, NF-xB)l % 1] 5¢ 8 77t 1 FE
WU Codd B 98 RE S B 28 1k Ak 2 2% F BIE ST
J7 1w

JWR S T 5 P A1 22 4 i R 52 B ) R Al 2, DA
T RS IR A W, 4 R TT U CI7 R
B 2y sl R Y, A s e R =
fil§ FE R it 2 (trinitrobenzen sulphonic acid, TNBS)
WEW D S T UCK BB, I I35t &5 200
TNBSTEUCK BB AT W2 (1 3e 7 4 T SR 4
¥ 4 234k 2 (immunohistochemistry, THC)y: M %2
B RATUCK M A RN F-xB P65 [14K1A
(K145, ABITNBS P 8UK B UCH K& 2L L NF-kB
G2 DR D%, Wt 4l RN U CR BB R it i
WEININF-kBEMGIER. A 73— P4 R
XTUCTIAE - BLA, ABETOIER T 345 R X TNBS
EUCK BB 25 1 6 I T L R4 [ Rk K1 (1)
s, LU 5t 45 R0 97 U CIR R 2= IR AE
BLHIEATHR T
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ZEBZE, &) N s 25 K2 T 2y 24 B
IR AR LRI B IS 5, P 2 M 375 &
e N DG SLRN [E 2 s bR v 4l 7 L9 R L 24
S EL S N L7 T NI [ SO SN =
AR5 ME . 1065, 204545, Bl4.6
g(’EZite, Fl)/kg. 9.2 gkg. 18.3 g/kg, #i¥)
FHZE1R K BE 460 g/L. 920 g/L. 1830 g/L. #l
B E (SASP, i = 4EHI 2545 BR A ],
J170.25 g): HIERH M R 254, K RO =104
A ER10.5 g/kg, 252K ELS50 g/L.
5% TNBS(Sigma’A ), 440 i 2 I FE PGt &
(Active motif/s ), BCA-100%K [ i & & i i
G (B R RE DR AE D RHECE R A WD), s 4
)8 A 5> T bR vE i (Marker, Fermentas life
Sciece/A ), TPITLRAZ wu % HifA(Santa Cruz
Biotechnology /A 1)), #fitB-ActinZ yefEHiiA(IL
SRR EARA AR, 87k s il
X (Invitrogena A), ZFMQOS0PER! R 47K
MilliporeA 1)), 3K-30Z8 F i v 1% B0 HL
(SigmaZy ml), A5002 B A 32 A X (Tecan 28
#]), Mini Protean 3 cell &t HiL Kk 2% & (Bio-Rad
/3 #]), Power PAC 10007 Hi 3k 1% (Bio-Rad A 7)),
DY Y-40BH! UL 4 B (AL nt i /N — A3 ),
T S-1RL B R R (CL TR T T O DLZR AR S il i
HIRA ), GS-800% Y% EEH14{X (BIO-RAD
A FD.
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AT SIYINE N IE 6 B, FL AR KR Sk RR I,
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TYE X Ly 123 Western blotr ikt 4 7 A TLRAE & 89 kDo I e T1 R4
TLRs/NF-xBii £ 17 L B 43 ] e 3 ] 4 42kDa | — — — —— == [-actin
W4 5 R b R UG I B E&%Um”ﬂ%‘k’%ﬂl%%ﬁ@ T MR (GlE i SAlE SASP
fek ME—ME R IBAC-1008 14 T0E R 5 A £ 2 2K
AT AR B 1 Western blofBAUARTIRIBENTAESR.

BRI /N A
YRR, s
BT LN L
3§ e 25 B R
RO Fe At 2,
R AR VAR AR
X, AP
UCHE A HLh #F 5
A%

HRFE, I100 pgdr FI7E100 g/L-T —HeJLas g
- 28 TN M IR e 4 i L WK (sodium: dodeecyl sullfate-
polyacrylamide gel electrophoresis, SDS-PAGE)
fEJ1198 V 40 minj5, BT BRI T4 CREIR
R 2 e el I, 2% Western blotis il & )i B
A5 K SCHRISTHEAT G Bk I, %30 R 34190 min,
VEME2V%, IMANTLRA—PL(FBEFE N & 400)4°C
IR L0 24 h, PUAE VERVER4 U, A —
UK B H2 h, PB4, IDABR(5AE] h
P S IE t JFREAH. [N B-actinfF oA N 2. A
P EFRE PO S B BT A BT, LUH )
HE 5 B-actinf)#% K HAEAE A H HH E BAD

1=}

T
Bt 25 R Dimean+SDEE R, 41104
W LLAR, SR A58 54T

2 BR

TNBSTEUCHRL A &5 R IRTLRAZE HAHN &
FWE AT I AL, s R an E AU SASPAL Y
TLRAHE AR & 2 B AR TR AL (B, 1),

3 17iE
UC 5 7EF Wi (crohn's disease, CD) &k A 2t
%99 (inflammatory bowel disease, IBD), UC/&—
Tl 0 1 T R 45 Wi 8 IR0, AR AL T4
RN IZ, LAt h 3, 2 58 X H i FIaz o 45
1, AT i S BN 2 . UCHE [R5 R WL A
0y W, A0 5 18 AL Dy e DL e
e B S T G 2 ) R 5 D AH O, AT B
U Cr A7 35 4% 2y Ik 8 I b R 3R 4 H e 11 1
P, G g S 5 A FL R v 1 E R BT
TLRsZ T 1 2 9 K K I R IR o 45 52 1K,
B 7 P I e B 5 B o R 2 vl SGBEAE
% T B () 3R G e (U T R A AN
REFNRIFE AL T AR R G RGAE R
PEURBNFR T S T AR A, DR R
“HRE A TR SR U S ARG AE
BUAR 5 PE e N 4% 1) J3 B 8, ARk A 98 0E 1k
I ) R LR AT B A4 T B R T e A
Cre ke NI TLR S A FE LA, I BEE
BT AR £ Ao B A4 AH OC 431 #52(pathogen-
associated molecular patterns, PAMPs)"*.
TLRA4S 15 LI e Die A8 B VIR, ATl
AR A9 J5 7 1. TLRA R Sl Ak =

R 1 REIHUCKBEBHBBETIRIZERANFMN

(mean x SD)

payc| n FIElg/kg TRAMEHESE
ESRAE 6 FHRFUK  0.472+0.072
i) 10  SAFUK  0.843+0.201°
RBERBITEIGIE 8 46 0.762 +0.153
e ARRIE 8 9.2 0.694 +0.160
REResESTIE 8 183 0.620+0.178°
SASPH 8 0.5 0.581 +0.152°

°P<0.01 vs IFER4AH; P<0.05, °P<0.01 vs &R,

TN EERTIIEIRA. HIR0T 45, 405
SRR R R v, s 22 [IRYIPE R IRAUA
0 MR R A D B AR T 4

TLRsTRI0E R ARG, 1) 40 A% 3B 5 A A
T, WOENF-« BEE G S A 1, 328 17 1 15 28 E 26 Jit
(7=, SEUBDRAE R, 15 W IE ]
H & s B 52 (1, XS A5 e
YT 1) e SO, b e 2 R 8 R TA TLR3 A
TLRS, MTLRAWJLF-Joikiil 2, X151
0 M) 1 W ) i LA A T S R ) B AN
%, (H{EIBDPTLRAM KL 2 2 B, R ‘E
Xt H 5 R 2 8k TLRsX i WPAMPs
AT BN, & —RINE 516300 142
RNF-k BT, NF-cB¥E S 2508 R 2L A
“f-a(tumor necrosis factor-o., TNF-o)« 141 ffi 4
#-1(interleukin-1, TL-1)§% S84 0, M4SN 256 K
PLTNF-a IL-168 R b TLRAM A,
Nk U HIENF-x B, L TLRATE &5 41 21
1o B U CRIR L B T [ Gy, U C
BITIEIT R R sz BRI REAL. AR S A R
-2(myeloid differential protein-2, MD-2);&TLR4
S FNF-KBUOH O R 1, JORE R 2
KEPYR. TLRA-MD240 il fjtunicavnycinfig fH 11
MD-2Nui AL, B8 R ANF-«BiEHE". TLR4
(R I PEHTAMTSS 1068 U TLR4-MD2 5 45 44,
BELIWTNF-kB 1 0% S TNF-auft) =17,

i S AIE 2SR R - R A I R
(reverse transcription-polymerase chain reaction,
RT-PCR)Jj 1M &0t 45 R AT TNB SIEU C K Fl S
R RNRTLRARE R IA MER], RIMUC K
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W ARG TR AL ARSI 45 R W, UCK AR
21 TLRAHE [ AHXT 208 5t B 2 v 1 16 % R4,
Wt R AR A TLRA (A A ik R 2
TR AL, 35X 5 017 IAF 016 45 SR AH — 5
W IH, TLRAMN R 218 5 UCHI A0 2 DIFH K,
X5 SCERIRIE ) — B [R5 R X TNBS
PUCK BRI R IA M TLRAAT Fl/ER, XArfig
SIS RAVFINF-x BiE I BT UCHIVE -ILEI
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