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EREFERERFIMN KRS HmIESE MR iaTr ERELH

W AR A A« R F B AL - B AL, FRR AR ET - BEFAR,EZRE MY - FiaR,
BT - BEH 830011 A BT IE RN SR EE S B WAL 5 T MR T SRR S B
SRR SRR 2 B A O3, i B AR I e

(FZE] HBY TR R UURIREFE S5 2 (ulcerative colitis, UC) K R %5 17 41 21 41 Jifd
K IL-6 \IL-17 | IL-10 J% TGF-B1 Rik iy 5w G y7 UC BfE AL Jidk  #EHC 50 H SPF 2
Wistar HEPE R, TNBS/ 22 433837, UC BRI 500 I, BEATLER 7 3R 0K K SRBE AL 43 A 1 5 4 BH 1
XFRREH ST et AR T A (HKL 4) K S-Z 5K IR T-T4H (5-ASA A1) o LIAHRL 259 T3 14 d, #E47
A B HE S colonic injury index, CMDI) K24k B 2% 1753 \HE J% 8 W5 25 % 48 fk \RT-qPCR F
ELISA J5{:43 5160 1L-6 (IL-17 \IL-10 \ TGF-B1 mRNA FIZE F R RIA K. 858 SiEwAMLI, H]
PEXT REZH K B CMDT K 273 53 43 90 i 5 1 155 (P<0. 05) 5 254 T 15 , HKL f 5-ASA 4] CMDI K
PRAPEA3 43 DA AR N B2 1 i 2 R (P<0. 05) o 4332 B 45 SR /R« 5 IE W AR LE , BAPEXT R AT K
bl IL-6 IL-17 \IL-10 mRNA FI#E 1 BT 257K B 8. 8 (P<0.05) , TGF-B1 mRNA BJEiEKFA T
PR B 25 I T 2 S, TR 1 B 238 7KF B R I (P<0. 05) 5 5 I PEXT REZHAH LE , HKL 25
F1 5-ASA Z IL-6 . 1L-17 mRNA FI8E 115t A K IL-10 & [ 5T 19 3234 K E 449 8] i F 9 (P<0. 05) , TGF-B1
mRNA 357K 1 (P<0.05) ,1fi IL-10 mRNA il TGF-B1 £ [ Fi A9 3Rk K- H A 7E HKL 4 rf
AR 225 (P<0.05) . HKL 44 F1 5-ASA ZHAH LA 4845 22 R TG0 1T 2# 5 L (P>0.05) . 45i  HKL
ATDUA 80 UC R B — M R B 418Ut 17, A By i 3a 7 /R T, LA ML AT e 55 4 48 R+
IL-6 IL-17 (1) F & A0 4 A+ TGF-B1 1y _EiA K,

(XA ] Bl nURIREEN B L 2 R R T IR K+
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Effect of Compound Huankuile Suspension on ulcerative colitis in rats and the

therapeutic mechanism
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Nafeisha®, YUNUSI Kurexi* 'Department of Biochemistry and Molecular Biology, ’Department of Biology,
*Department of Physiology, School of Basic Medical Sciences; *Uyghur Medical College, Xinjiang Medical University,
Urumqi, 830011, Xinjiang Uyghur Autonomous Region, China

[ Abstract ] Objective To investigate the effect of Huankuile ( HKL) suspension, a compound
traditional Chinese herbal medicinal preparation, for treating ulcerative colitis (UC) in rats and explore its
therapeutic mechanism. Methods  Fifty male Wistar rats were randomized into normal control group, UC
model group, HKL suspension intervention group, and 5-amino acid (5-ASA) intervention group. Except for
those in the normal control group, all the rats were subjected to colonic enema with 2,4, 6-trinitrobenzene

sulfonic acid (TNBS) and ethanol to induce UC, followed by drug treatment for 14 d. The colonic injury
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index ( CMDI) and pathological scores of the colon tissues were assessed, and the histopathological changes in
the colon was observed with HE staining. The mRNA and protein expression levels of interleukin-6 (1L-6),
IL-17, 1L-10, and transforming growth factor-B1 (TGF-B1) in the colon tissues were detected using real-time
PCR and ELISA. Results Compared with those in the normal control group, the rats in the UC model group
had markedly higher CMDI and pathological scores in the colon tissues (P<0.05), which were significantly
reduced by intervention with HKL and 5-ASA (P<0.05). The rats with US showed significantly increased
expression of IL-6, IL-17, and IL-10 at both mRNA and protein levels in the colon tissue (P<0.05) without
significant changes in TGF-B1 mRNA expression but with significantly decreased TGF-B1 protein expression
(P<0.05). Treatment with HKL and 5-ASA obviously lowered the mRNA and protein level of IL-6 and IL-17
and the protein expression of IL-10 ( P<0.05) and increased the expression level of TGF-B1 mRNA ( P<
0.05) in the colon tissue of the rats with UC; but only treatment with HKL resulted in significant changes in
the expression levels of 1L-10 mRNA and TGF-B1 protein in the rats with UC (P<0.05). HKL and 5-ASA
showed no significant differences in their therapeutic effects on UC or in their effects on the expressions of the
inflammatory factors ( P>0.05). Conclusion HKL can effectively improve the symptoms and colonic injury
in rats with TNBS-induced UC possibly by down-regulating the pro-inflammatory factors IL-6 and IL-17 and

up-regulating the anti-inflammatory factor TGF-g1.
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Wz LS IR (ulcerative colitis, UC) 2 HIENF
9 5 gl S R kR o AR R R R A AR
BAE FIHES, B 5SS B R R SR Y], T E A
ENKMERE L UC 19 AR ML Rt 14 5 bk
P& YL B TR A T T, H R S e I AR 2
H R RN Y T 40T e A 40 PR T
S GRS R SR BN R, AT AR S 92 A0 i 22 [
PR AR P S i e S 0 A M g 3 i 2
G AL A TE I, A AR R AT L el ) 42 52
M 8L 240 B — 26 S B RE R IR R 3 A i A T
STALGURR A, 51 Rk 4 B Pk A E . H
il e RFGTR AN N 715 )3 3h A5 4 A
WAL ZE Tz e o WS R oR, Th7 4
FEAE TFALEE K /N 76 9 1 BT A i B, 243
(9240 JfL PR 5~ TL-6 \TL-17 T 7y 1 5o 952 o 257 FH 4 i 3
R EEREAE RN, S UC &R M.
Tt T 4 (regulatory T cells, Treg) 7] 3 15 43 W Al 4
TP A B 40 IL-10 A TGF-B1, 41 i R 4 & hE
G 80 - 2 45 M 3 S 8 B S, O BT UG
WFIE R A

b UC ZIm L B g 7 R iR A, R B T —

SEHI S MATIE , B A TR R T R AN
BOREEMY) . DR, e T HA MR S8
BRI Ik S TR AR AE AT A B 5T h
N T IR T 5%t UC AT 300 W & T
AT TR RS T BA L BT R A ERCR
(Al 258, i 25 1 52 05 22 5t AR TR R (huankuile,
HKL) , 4R HKL %} UC (93657 75 HI R AL i AT 2E
FT U, AT HKL 1 2,4, 6- = fif FE R R
(TNBS) if5 71y UC BERA IR, Wi%¢ HKL Xf UC A7
R, RIS Th17/ Treg ZHAEAHSCH N ¥ IL-6.1L-17 |
IL-10 Jz TGF-B1 k&b, 14 Hif HKL 597 UC
A LA o

1 RS

L1 Zhip LA A%

1.1.1 s2Esh 1 SPF 2% Wistar 4R 50 H,
PR (220+20) g, W 5 7R BE R 2 S g 3 W) ol
VFRTIES . SCXK (37)2016-0003 .

112 SEBnAH 25 TNBS It § 55 [ Sigma 7
) 5 K LA i 24 20 ELISA 35050) &0 B aCDUHE PR 36 2
) ; TRIzol RNA $EBUR W B 3£ E Invitrogen 2\ 7 5 1%
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R Ykt Golden View™ I [ 4t ¢ {8 7 7 35 9 4 R A7 PR
/N7 ; Revert Aid First Strand ¢cDNA Synthesis Kit Jz 5%
SR F & [ 22 18 Therom A 7] ; SYBR® Green Real-
time PCR i & F H A< TaKaRa 22 7] ; 519 ih F i
Az LA s HKL ARG 24 44 W [ B 9B 48 5 7K B B Bt 5 5-24
SRR R A AL R E A
L1.3 A% -20 CARIEUKAEIE A R A,
A AE RLBE I AR 73 B A R B B2 PCR XUl B SE [ Bio-
Rad /A 7], ABI 7500 QuantStudio" Real-Time PCR {4
H & E ABT 24w, IR 2.0 HLI B 55 [ ePPendorf 23
AL OGN WA AR EDR R A A MO 3 56
Thermo 23 w) , B A B T4 51 AL A 3 [ PRO A H] .
1.2 UC KRR GG 32 5 R 420

$ 50 H 8~10 J[E IS AY SPF 2 Wistar #fE 1 K R 3%
BEALEC T RIE S M IE R H (n=12) F1 UC 4 (n=38),
SMESCHk[ 1,13 ] 1 TNBS/ 2 ey iz it 5 UC K B
A4 5%1 TNBS 35 A ZE (AT 50% 1) To K S, 2%
P2 UC 20K R4 , 5 AT AR AR 0. 9%
AACENTEWEN , A 5 R BURATE G N L F
HATTHE, AmEEYok, EEES 2 K, NIEFH
1 UC A5 FEAL B 2 H R, 8 2 R B — etk
UL I 4120 e e AL, 275 S UC BB R 4
R . R UC K BRI BEA LA T 2L B AL 434 B
PEXTIRZH (n=12) \HKL 4 (n=12) \5-ASA 4 (n=12,
A R BRPEXT AR o
1.3 24694 & 2T

HKL: FREGR & % A R A6 BRI R 2855
8 M2y br AT R , 4 B W] FE TR & 45 FH 5 T 42 i
FNRAFE T EIEAEBORAEEE T, MEA 25 W HE O, 5 55 1]
HIZG AR ASTR A WILA 0. 18 o/ mL Y ARTE O UE A B Y B
BACEE I, R — &G 2550 520 1 mL/100 g,
2V FEAR IS T S I o < VR 1. 8 g/kg s TPk
JE 0.9 o/kg; IlRUKEE 0.45 g/kg, ABU¥F2 MEOCHR
[ 14 i ROARE , MR TG 25 I SERR . R R s
WK LB FEAT VT 20, R W BRI ORI T b IR
WP, HLN I B0 Hicae b 0 B I 72 i 0] 200 KB
AIPRSZAFAEA S o PRI, A SR PRI R 1. 8 o/kg,
B1°0.36 g/200 g {EN25WIRIT IR

25257745 OHKL 4 (n=12) : /] HKL J# 8§ 432}
1 mL/100 g KEL;@5-ASA 4H(n=12) % 5 g A 5-ASA
BIAREAAAE 250 mL 0. 9% iy A= B /K v, /) 20 mg/mL,
HEHE 225 1 mL/200 g KB @FI X B2 (n=12) 25
T HKL SRR A= R K  1E 5 2 A AR /K

T, AL ERLES 3 KITURIESAR N T 14 d,
2 W/ ds AR R 55 5 TR H— 3
1.4 2R KT SR R 5805 & HE &
FePAT S B i KB IK B 10% 11 7K & SR T
BRI, > BB B AL ] 8 em AbHISE I 4H 4L, W W &
RGN B IT g Js , P P00 4 1 A B /K TR e g
WK A3, SR, 2 SR [ 15 ] 97 45 1 21 4340
1548 %% ( colonic injury index, CMDI) , 0 43 IE & JGiH
P51 o 25 e SE MK 52 73 - 45l W] SRk i, R
FERRDIRTCH 7 33 3 B EARZ) 0~ 1 em BNz
Kb r R, AR 1~2 em, 5 i % F0 R 1 )E
AR IOREE 5 S I3 B RIS 5t kE > 2 em, 55 [ 3T JIE A
KiZe "8, BER K AP DIRPE, —F 8T 4% 1
ZRWEERCR I E A7 % M A S 4 wm 2
YR 47 HE Jea, 58 TSR LU, I i BBl
NRASZ IR 14 B2 WP bR L3R 1, HE
o PR PE 03 = (R AN LI 1 + 58 20 M3 T TR B + 5 7 T
) /30 Py i 2 W D R BB ] X2

x 1 HHELREERTSIRE

RN I 7 0
Bz 1
T 2
HE 3
RN IR L i 0
R 1
HET)Z 2
i)z 3
B IRIE i 0
B 1
IR A= 2
HENZ 3

1.5 RT-qPCR # a4 #p 41 28 11-6, 1L-17 | IL-10 %
TGF-B1 mRNA #9 & ik K-F

SO A W R BLAS I 2, A 1 mL
TRIzol, 5% FH 505 57 P I J5 132 4t A ZH 46 RNA, ]
NanoDrop /GG RETHIE RNA A EEF 260 nm/
280 nm, 3% Bio-Rad 5% B2 % E 5 = I Revert
Aid First Strand ¢cDNA Synthesis {7 & 1 pg RNA Jz
B cDNA, 7E GenBank %4l 2 o 25 18] KR IL-6
IL-17 IL-10 . TGF-B1 mRNA J¥:41, #| | IDT 3|43 i}
RSB 19, I i B LA R, 51 F 8 DLk 2,
¢ J5 76 ABI 7500 ( QuantStudio™ Real-Time PCR System )
RS NH2 pl cDNA #E47 PCR 378, #7295 °C
30 s, A5k 95 °C 5 5,38k 30 s, G 72 C 34 s, 3£ 40 4
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TEIR,PREFE 4 C
1.6 ELISA #% | 45 fp4r 22 11-6  11L-17 | 1L-10 & TGF-
Bl & &gkt

VIFIbRAS IS FR i, INA —E 2 1) PBS(pH=7.4),
PR¥F 2~8 C o AR bR A 58 70 WFHE, 2 500 E§
0 20 min, AR BF o A H IR ELISA 550 £ 1 W]
FHATERAE , Th17 40 MR SC 20 L P+ 1L-6 (cat. No.
JYMO0646Ra) .IL-17(cat. no. JYMO480Ra) ,Treg i Jitd
FHFE4H g [ 1L-10 ( cat. no. JYMO651Ra) ,TGF-B1
(cat. no. JYMO123Ra) , 524 1F & ITAE 15 min NS
FEHRAE 450 nm AL E G2 BE(E [ D(450) ], A4
v it 2 R B8 S i Xof oz 7 1 D (450 ) {E 2 il b
HERNZR S B a1 A 7 F2 , IUAE Al 1 D (450) {E AR
1A 75 8 38 R R IR i () B

%2 RT-qPCR 5|#) ($t3% mRNA)

Ty BGR
KAEE/bp

BN SIFFI(5'—3")

IL-6  _I}i#: GCCAGAGTCATTCAGAGCAATA
N : TTAGGAGAGCATTGGAAGTTGG 109 60 C
IL-17 % : GCAACAATTCCTGGCGTTAC
N : GTATTCCGTCTCCTTGGTTCAG 120 62 C
IL-10 | : AGCTGAAGACCCTCTGGATA
7 : TGGCCTTGTAGACACCTTTG 129 60 C
TGF-g1 [ ii#: GCAACAATTCCTGGCGTTAC
N : GTATTCCGTCTCCTTGGTTCAG 120 62 C
B-actin _|-{i#: CTTCCTTCCTGGGTATGGAATC
i : CTGTGTTGGCATAGAGGTCTT 105 62 C

P
B e

1.7 %itsas

SR HI SPSS 21. 0 et 514, Bila LA x+s Ron , I 2%
FEIT, Z2 20 W) LR FHERL R 28 5 26 0 A, 2 ) b AR
FHLSD o JRBR2EPE o i R 2 A LBk AR S Bk
35 Kruskal-Wallis H #5535 , 9 25 [8] b 25 FH A8 7 FEAS 1Y
Mann-Whitney U ¥4 .

2 HR

2.1 KR—RE

— e AR 14 d BT AR, IE R AR RIKE
K ESIEE B ARSI JOMETE {58 00, A 5T
AN 5 B PE X HR 2 HKL 41 &% 5-ASA 41k B vE
RS2 2 RIFMRIRE oK & W R i 20 , 32 8 3 BA [F]
FEEEMIIETSE DL S I HE TS B R TR AN I L R
55 Sl AR FEAR SRR . AR Z5IR YT BER 5 KT
i, HKL F1 5-ASA 2 KB LA b 00 Y59 4 A [m 72 B Y
Ui,
2.2 ZMALKRATY S EHEL T4

IEH A KBRS M 2R mEH  JE i R K
i 35t R 3 A 5 B X R 2 KRR A6 i 3R B R T O
- LT W R A T BE S R K IRFE R K R
¥ AR B R B SR E (B 1) o S5m0
(CMDI) PF 53 25 R Wow, B PE X B 40 CMDI 3 43 4
(4.00+0.75) , W B FIEH# 41 (0.00+0. 00,7 =-3. 626,
P<0.01),

SRR T R AH F, HKL 25 71 5-ASA 41 K BRI 45
W 9 A W 8 2, 45 W 2 TR O, SO W, O Ak
A K B G5 4 22 B 2 v B K M 3 AR R BBE

P
p—
—
—
—
—
_
—_

—

A BB AT B4 ;C.HKL 28;D.5-ASA 41

1 FAXREHHEAKXERSEL
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A EF 4B AT R84 ; C. HKL 41;D:5-ASA 41

2 BHRREMARREFEWL

(B 1), HKL 411 5-ASA 4] CMDI $E434351 9 (2. 25+
0.70) .(2.50+0.53) , CMDI $-43 BH 14 % BG40 >5-ASA
L>HKL 2, =21 8] b 22 S Go it 2 L (X = 13,657,
P<0.01) . i#k— 4] Z 550 H7 7w, HKL 41 F1 5-ASA
24 CMDI PS5 B X6} BE A 8 5 B AR (£ = -3. 142, P =
0.002;Z=-3.070,P=0.002) ;HKL 415 5-ASA 41 HL#52%
BTGB X (Z2=-0.707,P=0.480) ,

2.3 ABUREFIK

E AR R4S I 80 R RR AR HE 5 IN , B5 8 45 44 1
B, TCR PRSI , R DLz SBERE o BT BRZH R
FRZE W 8 S 7K o, AN TR B ) AR S5 4403 2K, R
TR R IR SE I 75 T2 1 1 15 97 TR B LI , 0 68 % 2
T2 AT DL I 1 T A0 R I, 2 A bk B A e R
PRI, )2 AT WAF e Z A i (B 2) . 4140
P2 (His ) PEA> B , AT BRI PE4) k(2. 50+0.59) ,
B TFIER 4L (0.08+0.29,7=-3.522,P<0.01) ,

SR BR 4L AR L, HKL 2 1 5-ASA 41K R 451
RN b B A5 AR FE W%, IR HE B, RS
A LR 5 B AR NI o A0 R R4 i T AL S o,
ROBERE Rt , B R R R R R 2 U2 T
B E (18 2) o His PE4345 3 R, HKL 2171 5-ASA
M5 5058 (1.30£0.70) (1. 70£0. 57) 5 B X R
Z1>5-ASA 4I>HKL 4, = i ERA G5B X
(X*=9.428,P<0.01), #F—4 £ EHHER,
HKL 21 }2 5-ASA 41 His F43 Y5 B M X B 41 b 35 F%
K (Z=-2.704,P=0.007;Z=-2.197,P=0.028) ; HKL
HE S-ASA I ERLRITFE X (Z=-1. 447,
P=0.148),

2.4 qRT-PCR £ %

SIEH 4 He e, B X B2 R B 45 i 41 4 1L-6,
IL-17 .IL-10 mRNA {335 7/KF 340 8 i (P<0.05),
TGF-B1 mRNA FJZRIR/KF-A T IHEH (A2 580
SR (P>0.05) 5 5B M X B4 g, HKL 41 Al 5-
ASA 4t IL-6 1L-17 mRNA (1) 3 % /K % B & F 9,

TGF-B1 mRNA fj35 7K - W] . 19, IL-10 mRNA f)
FIRKFAE HKL 4P R, 22 5 394 et 22 5 0
(P<0.05), HKL 41 FlI 5-ASA 4145 $545 22 R L 4i it
2 X (P>0.05), L3 3,

3 FBAKAXREHALMEETF mRNA B33 RIEKE

(n=6, x+s)

2151 IL-6 IL-17 IL-10 TGF-1
IEH4H 1.00£0.28 1.00£0.42 1.00+0.28 1.00+0.31
FAPEXTHRZL  2.37+0.74° 4.82+2.74* 2.45+0.91° 0.43x0.20
HKL 4] 1.3920.38" 1.91x1.13" 1.5420.56" 1.22+0.65"
5-ASA 41 1.4920.64" 1.60£1.25" 2.21x0.76" 1.24x0.62"

a: P<0.05, 5 E4 4 0k4% ;b: P<0.05, 5 [ b x} B8 28 ph 4%

2.5 ELISA 4%

HIE R AL, B X AR R A1 404 1L-6,
IL-17 \IL-10 £ [ it 9 R 357K ¥ B 8 1, TGF-B1
R 28K BT, 2228852 X
(P<0.05) ; 5B MExT R4 b g, HKL 2 1 5-ASA 4
IL-6 IL-17 \IL-10 2 5 51 i 2R 35 K F- B &2 K 94, TGF-
Bl Tk K4 HKL 41 Bl 8 o, HE R
YA G X (P<0.05) ; HKL 24 F1 5-ASA 4 %45
FRZE TG 2EE L (P>0.05) , L3 4,

F4 BHEAREHARMABMEAFEARIEKTE
(pg/mL,n=6,x+s)

255 IL-6 IL-17 IL-10 TGF-B1
-l 16.01£2.52  25.74%2.94 12.40+1.85 42.35%5.00
FHPEXTHRAL  29.36+3.34% 45.76+4.97* 19.86+2.74* 28.02+2.54"
HKL £ 16.70+4.21" 26.23+3.20" 15.56+1.08" 35.55+3. 64"
5-ASA 4] 17.48+2.39" 27.9022.89" 15.68=1.72" 32.18+3.02°

a: P<0.05,5 % akiz;b, P<0.05,%5 At 4R
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UC J&—FUETGPE 18 M i e s e , Ho & 9w
BLH =2 518 0 AR e D RE AT 8t 2 Bk |
SR R AL A T BRSE R B, A0 A
TR T ST P R SR R N I A R B
BE S AR S A o At L D] (i) 7 2 Ay ] AR i e
33 240 M TR % A B AR I B D R S e A5 A A 1Y)
ST R P o B = el VAR U 1 1) B
TP A ZE LN N UC KA I 18 AR R 5 Pk 980
JI7 9 X B A 20T T 40 PR 2B R 3R 9T UC
1) T AW o

IL-6 j2 ARG A 2 T 40 i =4 1 nl DLy
GRBE S I % 25 Fh A0 B 58 5 o Ak e — Fb 4 B PR 7
B I B ek 2 ol P Mok 4N R B S AE TR . /N
TR AMSEBGIESE , IL-6 SRR R TCF-B1 K [w]i5 547
I CDA+T 404k R Th17 4iE"" 40 TL-17 TL-6 2
FLAT TR ZUAR 28 SO T R 1) A8 RE 20 Jf IX 5, f2 2 1 B A
PERSAE (14 % 2E 7 M WIEG CDA+T 40 i 76 w5 e )
TGF-B1 Huplif5 5 T 43k Treg 4 il , Treg 24 Jfd 8 52
S3 UL FIYE S 41 P F- TGF-B1 A1 IL-10 1 il % 5 f2 K
G A i e R A . e TL-10 24
0 G2 2 g A B PR RS TR, GRS T O IL-6 SRR R [
ERIOE S B e I B o SN T ) o
S G RE VL, FELE R 8 L R 58 4 vk o & AR
Al el W, IL-6 IL-17 IL-10 &% TGF-B1 [958
HAERT, AT 4E R0 28 55 4 98 400 i DRl 22 1] 1 - 14
RIE , b3k 4 Fofr 4 R = 79 S 7 g 8 280 R4 1
K UC kA kR 2%, I nl 58 25 1R
T Yo

AT P — BOR S  mAL SRR S
CMDI P43 i FEA7PE 43 S HE e (a25 11 1 7, HKL
XPRELUC BABAFIBITSOR 7h FEEmas R B
~, TNBS 5§ 19 UC K R 45 I 4 2 v 10-6, IL-17
mRNA FIHE 5T A28 KP4 ] 2 B, TGF-1 2 1
FRAY IR KB R 98 17 H mRNA B R K K FA T
P, 53R 26-27 [ fiiE — 3%, 488 UC K4S
2 1L-6 Sk B2 1Y TGF-B1 St [m]/E F {2 i 2l Ak
T IR EL 20 B 1] Th17 ARk, SR _F 3 T i A4 46
YA - TL-6 IL-17 {150, K& Th17 40 i 431k
KB, Treg AN/ & B WD, 3> TCF-B1 195
WA 240 L R () YA 2 BR8] B B UC R

Ao MO, AR EBL UC KERG5 A 41 40 IL-10 mRNA
IR Fl, 53R (2,28 [ 45 R — 3, S e
RAEFRAL IL-10 mRNA 3k i FARRAEFR A7, B
UC ()™ 5 5 B 7R %5 VI AH G, 15 30 W B 8 & F 2%
WU TR, AR S TL-10 8 1A kK Pt b
VE, 2 W A % B R IL-10 [y &% S5 0% e s e F
mRNA [1)%35, ffi mRNA (1) 323k T L8R F s ) 2
R AH R I AHOCHRSE B, UC B R K-y
IL-10 L A] REAE HF2Z A B Y 204k, AR 1 UC B Srhuiii
P R TIL-10 78 UC Al 25 23 1M 4 24 VR
R, ABERL h TL-10 SRk LR AT ge i — 2P 51 T
20 B R 71 A 25 L o 3 A R S R RE Y R A
2 HKL T-HilJ5 & B, HKL fefs A 24 A% TNBS 17531
UC K& A1 2148 98 [ ¥ 1L-6 . IL-17 mRNA fil & H
Fai Rk, - E PR B+ TGF-B1 mRNA Fl4E 5
FFk , [ B HKL AT LAREAL UC KRR &5 412! 1L-10
PR3 B G0 , % i 4 L TR P A 25 LT 2 B MR T
MR 52 A M R - 22 () ) PR 2, e UC R RRAS
FIEHL A A .

L5 LTk, B SR IR BN R R UC HAT 38
UF 9T R, AE ML BEAE b, N gk 22 0F 58 HKL X} IL-6,
IL-17 IL-10 J% TGF-B1 % 5HAHE T 40 B 197251k,
DL b A 5 500 B i s ), i — 25 TR AR 58 5T
Bk

SE
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