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X, HFHE, HERE
(LEFEHRAFWEFHFHELS & ER, £ 200437)

HE. B BIUREE TR BRSOG4 (UC) /MRS, 35 ¥ CSTBL/6 HETE/INBRBEHL > 25
P, B, SEVDRIEA (0.4 g/kg) RURTEE R, WA (2.5, 10 g/kg), A4 6 H RAMEHEA AT B0 i
MR (CUMS) BRAGIRERMMEL (DSS) i FE RIS UC /NIRRT, 45252 )G, WREE/N R —JBoks pintk
BITRPRIGSHTEE (DAL 3 B3I I 37 8% S HE B 5 b e (X 05 R IR (i) 5 5k I 60 ARG 00 94 L st 1) A Sl st [
K HE Y2245 i FUR S H S 4 SR A4y ELISA BRI IRAL B AR K2 FRIR  (ACTH) | 1L Az R
(CORT) SZB{ERHF (TNF-a, 1L-6) 7KF; RT-qPCR 3EKMEEHLLY Occludin A1 ZO-1 mRNA #35; Western blot
AL L p-GR Fl p-p38 MAPK I RIE, &R SHARIAE, WIEZEI &A= 4/ RS DAL T4 F4H
FRERAE IR (P<0.05) 3 WIS shiE s in (P<0.05), BRERASN MR (P<0.01), FHIEMAFET
FGEf#, TR ACTH K-, I3 CORT /K FERLE AL TNF-a, 1L-6 7KFHIFEME (P<0.01); S5 p-GR HEHFEEX
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Effect of Tongxie Yaofang on the stress-inflammation interaction in mice with
liver-depression and spleen-deficiency ulcerative colitis based on the p38 MAPK/
GR signaling pathway

SHI Wen-ping,  JIANG Zi-yin,  HAN Chang-peng
( Yueyang Hospital of Integrated Traditional Chinese and Western Medicine Affiliated to Shanghai University of Traditional Chinese Medicine, Shanghai
200437, China)

ABSTRACT: AIM To investigate the effects of Tongxie Yaofang on mice with liver-depression and spleen-
deficiency type ulcerative colitis (UC). METHODS Male C57BL/6 mice were randomly divided into a blank
group, a model group, a mesalazine group (0.4 g/kg), and low- and high-dose Tongxie Yaofang groups (2.5 and
10 g/kg ), with 6 mice in each group. The UC mouse model with liver depression and spleen deficiency was
established by combining chronic unpredictable mild stress (CUMS) with dextran sulfate sodium (DSS). After 2
weeks of administration, the general mental state of the mice was observed, and the disease activity index ( DAI)
was calculated. The open field test was used to detect the total distance moved and the time spent in the central
area; the tail suspension test was used to detect the struggling time and immobility time. HE staining was used to
observe the colonic pathological status and calculate the histopathological score. ELISA was used to detect the levels

of pituitary adrenocorticotropic hormone ( ACTH) , serum corticosterone ( CORT), and colonic pro-inflammatory
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cytokines (TNF-a, IL-6). RT-qPCR was used to detect the mRNA expressions of Occludin and ZO-1 in colon
tissues. Western blot was used to detect the protein expressions of p-GR and p-p38 MAPK in colon tissues.
RESULTS Compared with the model group, the high-dose Tongxie Yaofang group showed significantly decreased
DAI scores and histopathological scores in the colon ( P<0.05). In the open field test, the moving distance was
increased (P<0.05), and in the tail suspension test, the immobility time was shortened ( P<0.01), indicating
alleviated anxiety- and depression-like behaviors. The levels of pituitary ACTH, serum CORT, and colon tissues
TNF-a and IL-6 were significantly decreased (P<0.01). The protein expression of p-GR in colon tissues was up-
regulated ( P<0.01), while the expression of p-p38 was down-regulated ( P<0.01), and the mRNA expression of
Occludin was increased (P<0.05). Tongxie Yaofang could improve the intestinal inflammatory microenvironment
and promoted the recovery of the colonic barrier. CONCLUSION Tongxie Yaofang improves UC symptoms by
rebuilding the negative feedback of the HPA axis and regulating the p38 MAPK/GR signaling pathway to inhibit
peripheral inflammation.

KEY WORDS: Tongxie Yaofang; ulcerative colitis; liver-depression and spleen-deficiency syndrome; HPA axis;

stress-inflammation interaction; p38 MAPK/GR signaling pathway

e 98 (ulcerative colitis, UC) J&—Ff
1B R RAEME R, R Sl s
WEEAF R B M PIAR DG  IFSE R B, R i 34 A
FREWh UC &, TG RN EZERE,
N GE 5] T B i -FE R F R (hypothalamic-
pituitary-adrenal axis, HPA) FiZJREXEL, S E#
LN IR BER I, TE UC KA KR i AR
FNTE W R b, W R 3R T R8sz B i 24 )
Has g8t X O RCNIRYT UC M Rk .

hES UC IHE T “AR” “mik” S50
W, N HAZ DR PRI o 1 SEASBUTFA
R4, BN, MAkidiz, KR T EmE, SO
JER L S A LG R B S BAR BE 2 o
JOL O S 14 i 5 RE S A 4 e i i RS U
SRR RN RS2 2 Il
IRIFROYTT, XS RS “ ROB-AE” B
B AR R G, ARG E T SE R, TS
BT EAT . ARSERADIR . R KR
BRI E 2 FEIGME, AT AL TR SR

ASBIFFE I T I - A 3 8% PR N 1 T R T
ARRE L UC /D RURIBGEVE T, B 1E 00 20 P B R S
LRl W < HPA fili-p38 22 R AL A
¥ B ( p38 mitogen-activated protein kinase, p38
MAPK) /B Bt E Z K (glucocorticoid receptor,
GR) {557 W%, a2k i 50 e 1k b 1 e
B, IS EE “HHEM” 1GEIRYT UC $24E
AW RS I
1 ##

1.1 %=3%3h4 30 2 SPF 2% C57BL/6 HETE/NER,

8 i, AR (2222) g, W AILIHFERIFIHE
AR AR A A [ SEE S A 7 R AT IE S SCXK
(7)) 2020-0009], fF%T g b BE 24 K 22 5055 3
Yrrpts SPF 25t B SLge = [ 5290 sh il F 4 TR
5 SYXK (1) 2025-0008], =i (22+2)C, #
SHERE (50£10)% , 12 h/12 h BIREAZ &, A58
% Filgrh Ry R SR sh Y e B2 L s qib i (18
Fi5 PZSHUTCM2508030003) .
1.2 %4 WEEITHBEAR 60 g, AT 40 g,
WREZ 30 g, B 20 g 400, Wik B Ligrh
B2y M B E LSS R, 2Bk B
FARBEINEE IS, Z4E T 2l A FRA
AN T RUEUR R (LS 202503142P10961) i FH
I, KRR 7% 05 7K R 00k 75 B ) B 100 mg/mL 1)
REW (MM T4E250.75 ¢/mL), BECHH, %
YRR B (A5 H20103359) 1 H BT K
T HRR AT,
1.3 KA R RMNEL [DSS, AT AEYT
B () BMARAR, 8% A600160-0050 ] ;
/N TNF-oo, ACTH, CORT ELISA X% & (5t
A Y B A BRA R, 575 BY-EM220852, BY-
EM220241, BY-JZF0056); W& 1L ( phosphorylation,
p-) GRULIR [ZAfF (Lig) EVWRHLA RS
"), $% %5 absl48796-100ul ]; p-p38 MAPK #i &
(BB THAEYRERMARAR, 75 sc-
166182) ; Skt (F BB EARHEA RA
A, fit*5 20240402); TRIzol (3 [ Invitrogen 2
A, 55 15596018) ; =& H e (B —fkaAik
FIH R, $25 2016-06-08) ; DEPC /K ( |
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AL AE Y BB IR A |l 4845 SD01005) 3 RT
reagent Kit, TB Green qPCR {3l & ( H 4 TaKaRa
NH), 595 RRO47A . RR420A) .,

L4 ME Uiks, BREES (LiBHEZLKR
SR Fh Yo, A4S XR-XZ301, HZ9-YLS-
18A) ; LAY ( LS ERH A RA R, A
5 Tissuelyser-48) ; 5 2% R 5 i 250 ML (1 [
Eppendorf /A H], %15 5810R) ; HIVEIEF ( i
—HR AL B A PR A F], #5 BPG-9070A ) ; 436
6 H (3% Thermo Fisher Scientific 23 &), %5
NanoDrop 2000) ; qPCR 1 ( f&[E Roche /A &}, Y
“Z LightCycler ® 48011 ); HIKIX (L Nx—4W)
FHEABRA R, BS DYCZ-20A) ; b2 KGR
ARG (BN HAERH A RA R, B5 SH-510SH-
520) ; EEbRAL [ RA TR (B#E) ARAH,
145 SpectraMax iD5e ]

2 7k

2.1 o B#EMR PREENPERESES dE, BEPL
OyES A BRI SEVD R R AR TE O I
ER A, e K, AHHW M4, A
PR E DR SOR TRZRIB K, AN T AR ek 24
YT, AR 25 20 34 R F I M AS T 00 3 0 R L
( chronic unpredictable mild stress, CUMS) BE& 3%
DSS A A AR IE ST ARG 21 UC /N RS g
BER 1 RIFAG, BEREEHLEM 1 Ak, Ol
(/N EUEE SRR/ 2 h) 3 Q%R (1 1RR
B24h); @EmE (ARED 12 h BEFFRSE,
RGP 12 W SEHE) o @Yl O/ BUE TR
2515 em (4 CKKH 5 min) 3 @I /AR
A 45 CHEIRAA™T S min) ; ©FUF CKH/DEET
WMEFEN, FHIEMAIRAFER 1 em 511,
R 1 min) , F52:3 fil, 56 4 R IRV, SOy
FIERERH 3% DSS W 1 A SR8 2 J4, Kimigl
B NS,

2.2 #3h FSPAMBRIANE S 45T KEAEBK,
FVPIRAEE BT 0.4 o/kg FVPRIEEW; W
HEIMK, mAEH SRS B T RS E 2.5,
10. 0 g/kg JRTE L IREW  (FE AR AR 5555 3L
FIET ) ARHIHE T 60 ke B IGRFIERY 0. 75,
3.01%), BRI, %2 M,

2.3 HARE HAHEIE, D 2% 5L A
IR/, ZHRBERUM (0.8~1.0 mL/H), #E
30 min f&, 4 °C. 3 000 r/min &0 15 min, WEE ML
H, DS T-80 CUKAS ., Bl i g E S
2572

Y, MERK R BB, 0% 1 em [ T 4%
ZERPEEB D, HTH&wmEd) F; hEo.s
em BRI, FEEAAL (RHAHK), =27
ERVETE UK b 58 L HL B R B W) #E I < 8 min (kA
RNA F#fi#) o

2.4 DR —MKRERKBEDIEIK (DAL) €
2 SRR R RSN BURS R IR RE AR
SAEOL, IR /NIRRT TG SR 4L
(disease activity index, DAI) PE/ ) AR N DAL
Sar= (R BT R4 + 08 13 4 + 25 P4 ) /3,
W PREIL R 1,

£ 1 DAIESIRAE

Tab.1 DAI scoring criteria

War/ gy RBUR TRER/% MR AR
0 <1 EH I ARLURL
1 1~5 BB B (ARAPEZ)
2 5~10 PRI B i FATORS R
3 10~15 M i JKEEAH
4 >15 I M AE iR e R

2.5 ATHF AR

2.5.1 Ui B/PEET 40 emx40 cm U7
g &Y S min 53 10 min NG SO, 6
EthoVision XT 3 f4ic 5%/ BB iz 2 BE B85 J rp e IX
PR IT] (e X SO 50% AR IX ) o B
PR LA 75% B3 Hs B <Ok T4
2.5.2 EREIE /N g [ TR S
M EHSLm IR HY) 30 em, FAIRILDUETC
Pefoh FATAT S Y, FFE B R/ 6 min,
EthoVision XT #fFic s /M UG 4 min N5 1R 4L .
I B AR AR 1Y B R]

2.6 HE MK EMHUALHE T HO0.5 cm
S, 4 4% ZRWEEEEE, HRHEFTRE
MK, ZHORE I A R, MR a
2R R 8 R B 2K AR S , ARSI U 10 min,
1% £h iR < B Ak, JoK s kiR B, e A
3 min, FJEERAE CRERIK . RSB LAb 3,
PRI B R, Tl B TR SV S 4
P RSO B4 PE4y 2 Bk 44T i 3 53 40
B (RAERE B K RS AR, Wb
HEWF 2,

2.7 ELISA s&#m &4k ACTH, f27% CORT #2457
2B TNF-a, [L-6 K-F 4% fAHN ELISA 1255 & ik
Bl -F4efE, Kl fk ACTH ., IM¥E CORT F%s M4
AP EIERCP TNF-, TL-6 /K-,
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Tab.2 Histopathological scoring criteria

VP47 53 RAEFESE AR A Bt L
1 147 23 P 2 L ) 2 e A SERE B Tt
2 [#5] 5 J2 Ve 200 AR 1/3 BB R 1~2 Btk
3 TEA 9 2 PG A i KA )2 2/3 BaE ok 3~4 Atk
4 oM 2 35 i A i SN EN IRy
5 AR 5 e - 3R K i 45
6 — R EEAARM —

2.8 RT-qPCR %A% M 25 ) 4L 28 Occludin F= Z0-1
mRNA K& AL SREASR ] TRIzol 42
i RNA, Ko K se 8k, U1 pg RNA, R
PrimeScript RT i & #4700 5% 5%, 3K45 cDNA L
Mo 83 BAREEH (Occludin, Z0-1) KNS IHEH
(B-actin) Wit g9 ( Primer-BLAST Eﬁlﬁ) 5
KH TB Green Premix Ex Taq II i3 &, M il
SYBR Green qPCR RN AR R, RNWFEFH 95 C i
AEPE30 55 95 CAEME S s, 60 CIBK/FEA 30 s,
40 MIEIS, BB OB I (NTC) KA AL, 8
PR MR IR R T, SR 27N E
PREERARXT T A S B R A RIS B . 519781 I
3,
*3 31MF%
Tab.3 Primer sequences
FEH 751

Occludin 1E[f] 5'-GCAGCCTTCTGCTTCATCG-3’
JZ 1] 5-CGTCGGGTTCACTCCCATTA-3’
70-1 TE[1] 5'-GAACGAGGCATCATCCCAAAT-3’
S 5'-CCGATCACCACCCGCTGT-3
B-actin IE18] 5'-AGAGGGAAATCGTGCGTGAC-3’

S 1] 5'-CCAAGAAGGAAGGCTGGAAAA-3'

2.9 Western blot &40 4 4L p-GR 5 p-p38
Fakik WEEHAL, S AR B SR
e RIPA 240 M 64T 2400, TEVKIR 51 213K
ZUHWT 4 °C . 12 000xg B0 15 min 78 FIg
W, RJH BCA VEME 8 M BE . MRS 5 2 AR o
(20~40 pg) HEFT SDS-PAGE HLIK /3 &5, F)5¥ &
H4 % % PVDF 55, PVDF 2 5% [ fig 4= 5 £f b4
1 h, il—¥%T p-GR, p-p38 (1 : 1 000). B-actin

x4

(1:5000) 4 CHFF LA, K H TBST BE¥%& 5N
HRP ARiCH —HT (1:5000) EHEFEE 1 h, &5
i ECL A2 R NI Y B3, a1 B iR R 4t
k& MG, IR Tmage J 81F 50 M 455 K
i, Lk B-actin HNSHITIREITE

2.10 %itF a4 SR SPSS 25.0 #Fit 17 Ak
M, OHER A B bR 22 (vxs) B 7 5K
(PR (M (Q,, Q)] ., HEEFFEIE
B HWE R 550, A HBCR R R T 2
IYMT, PR AR LSD KB A EUEAT A IES
PEARORE 7 22551, 4L IA] LR FH Welch 5 2557
Br, PIE L3R A Games-Howell K230 5 5CHE A
FFEIERS G, A BCRHEHES G, PIRILL
BERFH Dunn #5586, P<0.05 NZERA LR,
3 #£R

3.1 JAEZZ AT AR A UC N R — A A IR
BB DAL #4509 %m & HA/NEREHIERR, &
R, KBTS T, S EHRFLRIZ SR
NEAEZERE . FLMED S, BRI
EEATRS RS, SRR L, Vb hiR A AR s
BOr R A N R AR I A TG,
RARTK A B W30 5 R TE 27 (R S g i B S ok
I, (HTESHICHA By,

RENET, S5 P4, £ /N R DAL
Wastem (P<0.05), %2hfE, SRk,
BAIZH /MR DAL PF53FH i (P<0.01); SR
FeAs, TS B i 0 4L R SE Vb R R 4H /N B DAL
WAL (P<0.05), Wk 4, BiRZEHRKN,
ARG HE AL UC /)N BB ALFS B % T

FHHNRAHHE DAL IEDLILE (45, M (Q,, Q,) ]

Tab.4 Comparison of DAI scores of mice in each group before and after treatment [score, M (Q,, Q,) ]

20 31 Bk ] BejfE
Bk 6 0.333(0. 000,0. 333) 0. 000(0. 000,0. 083)
T2 5 2.667(1.833,2.833) ™ 1.667(1.333,2.167) **
B0z 6 2.167(1.917,2.167) ™ 0.333(0.250,0.750)*
IS TG =4 6 1.667(1.417,2.417) * 0. 833(0.667,1.250)
JRTE T = 6 1.833(1.667,2.333) * 0.500(0.250,1.167)*

0. Ha5EAE, T P<0.05, ™ P<0.01; SR ILE:, *P<0. 05,
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3.2 JRBE AT ARME AL UC /) RAT A F 6%
o WS AR OR, S AR, RN
BUSRShIE B> (P<0.01), g [X {52 B ik A] 4
f (P<0.01); SEAIZL SR, JRIEZE Rl
VDRI 2 /N USRS S B39 (P<0.05) , J&

TEE)5 gl R e KR I e K (P<
0.05), W5, K1, LRGEREY, WMLl
B RGE AR R UC /N A &G shag fr, BAR
a5 E R B B RAFTRL, MR hiExHZ
e (RN

R5 BRANBUHIRERIEE (xs)

Tab.5 Comparison of open field test results of mice in each group (x=s)

21571 LY g5 rh g DX 45 BRI ] /s BE IR/ mm
2 HA 6 39.273+10. 280 2 531.532+322. 754
IR 5 14.338+6.751 ** 1 322. 160+582. 764 **
FURIEA 6 21.477+15. 335 1 887.031+274. 900"
Ry ISl 6 22.267+11. 696 1 747. 123£552. 600
SRS 2y v ) e 6 32.900+15. 852* 1 982. 866+385. 089*

I SEAHIE, ™ P<0.01; SHAEIHILE,*P<0.05,

A N
/ —
st R

ZH4A BAA

ESUETL

SRS BT R B Y5 BT e A B

B1 &HNMRYFHEREITHHNTHRE

Fig.1 Heat map of movement trajectories of mice in open field test in each group

BRLBLSERER, SaEAAi, BRI/
RS (P<0.01), #3LEFHEI45%4 (P<
0.01); SBIRIZ LA, W52y mnl st A f e v
P 4 /N RS s [l 46 %6 (P <0.05, P<0.01),

TS 25 v 70 e 4/ BRI LI RN RE . (P<0.05)
W 6, LIRSSREN], TS 27 i m e v A 8k
HPARIREE RS UC /NI AR EEAT o, Tl G0 i e X
AR PR DLW B

®6 BFHNRBEXBRERILE (xxs)

Tab. 6 Comparison of tail suspension test results of mice in each group (x=s)

20 31 PEILYiE Va5 ANBI ]/ s LTI/ s
2 HH 6 110. 660+19. 317 87. 660+21. 639
FERIZH 5 200. 008+29. 833 ** 26. 800+23. 235 **
FEVHPIEL 6 169. 093+15. 307* 50. 360+ 14. 581
RG] 6 193. 400=8. 053 28.913+3. 942
SRSy e 6 152. 920+35. 759" 59.253+34. 897*

. a4, P<0.01; SR, *P<0. 05,7 P<0.01,

3.3 RBZZ AATARME A UC > A% M 228 0k
R a HE e iion, SR/ RS Al
ZURIH S . BRSSO R ERE ;WIS
By i L MISE VD RIR 2 25 i 21 20 SR AE IR IR
RESSEWEE MBS, 55 A4, R
NRESH A LRI T (P<0.01); SHEH
SRR, JRTEEE T 7 ] S VDR R 4 /)N B4

HAURB AT FEIR (P<0.05), W7, B2, L
WEERFW, LV RORTE 25 = A A%
WA RFARI R B UC /N B4 i LSO BRI 3, T
THE TR X e bR oA DL iR

2574

xR7 BHNREHALREFINUE (5, M (0,, 0;) ]
Tab.7 Comparison of colon histopathological scores of

mice in each group [score, M (Q,, Q;) ]

4151 BIL Vg FRBLFE T4y
B 6 1..000(0. 000, 1. 000)
HEAIL 5 7.000( 7. 000,9. 000) **

LA 6 2..000( 2. 000,2. 500) *
R CE A AN 6 6.000(5.750,7.000)
RCE rEilbe | 6 3.000( 1. 670,4. 000) *

0. Ha5AAE, ™ P<0.01; SHEFHILE,*P<0.05,
3.4 JREZF AATARE B A UC R &R ACTH,
f % CORT B % M 21 4% TNF-a. IL-6 K -F &5 %
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EUE oL 2

B

R E AR

EACE Yl

B2 FBENMNREHHEL HE L6 (x100)

Fig. 2 HE staining of colon tissues of mice in each group (x100)

Wy S A, BRI /NRIEAR ACTH ., il
CORT K25 404 TNF-a, 1L-6 K FEH T8 (P<
0.01); SBIAIZH AL, s %) i) o 4 /) B
& ACTH . IfiL3# CORT K &5 2H4! TNF-o, 1L-6 7K
R (P<0.01), SRR /N R4S I 42

TNF-a, 1L-6 K F-HIREE (P<0.01), 15 ZE K
FIHE /N BLZE 7 40 20 1L-6 /K[ (P<0.05),
LR 8, LIRZEHRI], SEVDRINE K 15 2 = 7
e P AT I L R 780 UC /N BRLGS i 2 2 48 TR 7
KA, RS 7 AR R DL I e R

8 BAMNREMN ACTH, IiF CORT RLEFHALR TNF-o, IL-6 KFLLEB (Fxs)
Tab.8 Comparison of pituitary ACTH, serum CORT, and colon tissues TNF-a and IL-6 levels of mice in each group (x=s)

ZH 5 sk R ACTH/ (ng-g™") CORT/(ng-mL™") TNF-o/ (ng-g™") 1L-6/(ng-g ")
2 HEA 6 106. 798+ 16. 258 136. 843+25. 603 59.209+15. 032 16. 724+1. 505
REAIL] 5 173. 652+30. 744 * 215. 675+50. 059 ** 95. 449+7. 767 ** 23.383x1. 061 *
EQUE=%| 6 179. 945+22. 969 183. 894+49. 392 62.491+9. 004* 19.321+1.451%
R ARl 6 151.296+15. 220 186. 865+25. 884 84.268+14. 086 21.302+1. 376*
RIS 7 i il 6 119. 821+7. 745% 139. 125+13. 191% 67.334+18. 634* 18.789+1. 769*

. Has i, P<0.01; SR i, *P<0. 05,7 P<0.01,

3.5 R 5% AT AT AR R AL UC /s R4 M 41 2%
Occludin #= Z0-1 mRNA &k #9 %  HasH4l
B, BRI RS H 2L Occludin F1 Z0-1 mRNA
TR (P<0.01) ; SERI b, R HIEA
AR TS 27 A /N RES I H 2 Oceludin mRNA
FKikTHE (P<0.05), W3k9, LlZEREH, %
Vb R 20 I 15 e 391 kT AT RO S TS ML e 78
UC /NREE R B FE DI RE

*k9 BHANREHALR Occludin F1 Z0-1 mRNA Rkt

B (xs)

Tab.9 Comparison of colon tissues Occludin and ZO-1
mRNA expressions of mice in each group (x=s)
2097 Pk R Occludin 20-1
EHA 6 1.031+£0.269  1.039+0.325
eI 5 0.379+0.079 "  0.515+0. 143 **
FEVHPIEL 6 0.706+0.253%  0.793+0. 248
GRS 6 0.543+0.108  0.690+0. 078
RCE Y= | 6 0.696+0.079*  0.793+0. 370

. SESEALE, * P<0.01; SERIE,*P<0.05,
3.6 JiEZI MAFARME R A UC s R 452847 p-
GR A p-p38 B Rkt %m HEHHLE, #
BRI /NBRLSE 4 p-GR EHERILBEME (P<
0.05), p-p38 HIFKIETHE (P<0.05); HHA
HLER, WIBE T4 F A/ NR A 42 p-GR &

HEIETHES (P<0.01), p-p38 HIEAEIBBEM (P<
0.01), WE10, B3, LRZEREY, WIEET
F G T 45 GRS, WE T RE S

i
£10 BHNRLEHAR p-GR 1 p-p38s EERIELR
(x%s)
Tab.10  Comparison of colon tissues p-GR and p-p38
protein expressions of mice in each group (x=s)
20 31 FEy R p-GR p-p38
EHA 6 1.000+0. 272 1. 000£0. 121
i) 5 0.506+0.230*  1.252+0.165"
FEVHPIEA 6 0. 862+0. 382 1. 090+0. 210
GRS 6 1.206+0. 414" 0.902+0. 095"
RCE YN =i e 6 1.665+0.371%  0.580+0. 136™

i SEHAE, © P<0.05; AL A, " P<0. 01,
4 it
ARSI ZE LI, BRI /N R R P HPA Hh
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