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O . BEY R - E AN R M 45 % Culcerative colitis, UC) KRR A g Bk WL -3- 345 (phosphatidylinositol-3-
kinase, PIBK) /H# 1M B (protein kinase B, Akt) {5 5l B HIRIZIER] . 733 A il B 5 RERIAHUE 22 3R UC 2E
FIREHAE, A EME RS0, TUNRIE-JEAMNEIT UC MEENLH . SR 2,4,6- =B AIEIR (TNBS) /Z LT
UC KRR, SD KRBENL > uxt IR, BRI, #5E (2 glkg) . EAb (2 gkg) 4. #E-JEAEL (4 glkg) AN
RIERNE (0.4 glkg) A, HH 8 K., & 240 5, BB 25A ig MINZEY), 1kid, ES:6d, ARG A KR M
HEHEMMEANK-1B Cinterleukin-18, IL-1B)+ IL-6. MR IAFERE T-o (tumor necrosis factor-a, TNF-a) /KFAI%ES E L1
(myeloperoxidase, MPO) it THE I TP 25 4K RS o A B« REUAT Fa $50RN i 286 B 495 #8 51 (colon macroscopic damage
index, CMDD ¥¥45; RABFARR-FL (HE) et ikl 5 5 4K W45 I 4 4O B AR (b IR AT BRAR A5 VP 40 SR f s 44k
YRR A R RS 4L 21 PIBK. Akt Al BT U 2 B iR & (1 B§-3 (cleaved Caspase-3) RikfEI; KA Western blotting 4%
B KRG H LSRR IL Akt (p-Akt). B #k 4T 2 (B-cell lymphoma 2, Bcl-2) FI cleaved Caspase-3 & FEIAH -
SR AMEEFTNER, FE-EAP UC KIBIEALAE 49 4, WHESIREEYRE Kl S YR A S B TE AL 32 14
(peroxisome proliferator-activated receptor, PPAR) {55 i@, %K+ B (nuclear factor-kB, NF-xB) {5512 Hl PISK/Akt
GBS R, WIRIIES R BN, SHRAALLE, SAZGHARRMBEF IL-1B. IL-6. TNF-o KFF1 MPO % 14 i3 F# (%
(P<<0.01); LMzl EACEE. RATFER. CMDI Vo, im0 Bt r 4 & G (P<0.01); £5/12H41 PIBK. Akt F1
cleaved Caspase-3 FATEZF % B> (P<<0.01); 454120 p-Akt/Akt. cleaved Caspase-3 25 & IAKF BERFL (P<0.01),
Bel-2 EAFRXKTEEF = (P<0.0D), HpiE-EMALTHoRtE. 48 HiE. ENIRARYH MR TNBS i
T UC, HAERMLEIRTEE S| PISKIAKBEARDS, HIEE-FEAMCRIT SR e, AL T H2y “Af” MAMEUR R,
KR BEtEai s FE EAh Ff; AYARE T PISK/AKL {5 SE R
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Effect of Coptidis Rhizoma-Magnoliae Officinalis Cortex on TNBS-induced
ulcerative colitis in rats by inhibiting PI3K/Akt signaling pathway
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Abstract: Objective To study the effect of Huanglian (Coptidis Rhizoma)-Houpo (Magnoliae Officinalis Cortex) on regulation of
phosphatidylinositol-3-kinase (PI3K)/protein kinase B (Akt) signaling pathway in rats with ulcerative colitis (UC). Methods The
potential mechanism of Coptidis Rhizoma-Magnoliae Officinalis Cortex on treating UC was predicted based on UC gene expression
profile data obtained from high-throughput gene expression database combined with comprehensive bioinformatics analysis. UC rats
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model was established by 2,4,6-trinitrobenzene sulfonic acid (TNBS)/ethanol method. SD rats were randomly divided into control
group, model group, Coptidis Rhizoma (2 g/kg) group, Magnoliae Officinalis Cortex (2 g/kg) group, Coptidis Rhizoma-Magnoliae
Officinalis Cortex (4 g/kg) group and sulfasalazine (0.4 g/kg) group, with eight rats in each group. The rats in each administration
group were ig corresponding drugs 24 h after modeling, once a day for 6 d. Levels of interleukin-1§ (IL-1f), IL-6, tumor necrosis
factor-o. (TNF-a) and myeloperoxidase (MPO) activity in serum of rats in each group were detected by kits; Colon mass/length,
spleen index and colon macroscopic damage index (CMDI) were calculated and evaluated; Hematoxylin-eosin (HE) staining method
was used to investigate the pathological changes and pathological damage scores of colon tissue in rats; Immunohistochemical
method was used to detect PI3K, Akt and cleaved Caspase-3 expression in colon of rats; Western blotting was used to detect
expressions of phosphorylated Akt (p-Akt), B-cell lymphoma 2 (Bcl-2) and cleaved Caspase-3 in colon of rats. Results
Bioinformatics predictions showed that there were 49 potential targets of Coptidis Rhizoma-Magnoliae Officinalis Cortex on UC,
which may be related to the regulation of biological processes and pathways such as peroxisome proliferator-activated receptor
(PPAR) signaling pathway, nuclear factor-kB (NF-kB) signaling pathway and PI3K/Akt signaling pathway. Experimental validation
results showed that compared with model group, IL-1p, IL-6, TNF-a levels and MPO activity in serum of rats in each administration
group were significantly reduced (P < 0.01); Colon mass/length, spleen index, CMDI score, and colon tissue pathological damage
score of rats were significantly reduced (P < 0.01); Positive expressions of PI3K, Akt and cleaved Caspase-3 in colon tissue was
significantly reduced (P < 0.01); Expressions of p-Akt/Akt and cleaved Caspase-3 in colon were significantly reduced (P < 0.01),
Bcl-2 expression was significantly increased (P < 0.01), and Coptidis Rhizoma-Magnoliae Officinalis Cortex had the best curative
effect. Conclusion Coptidis Rhizoma, Magnoliae Officinalis Cortex and their compatibility can effectively alleviate TNBS-induced
UC, of which mechanism may be related to the inhibition of PI3K/Akt pathway, and Coptidis Rhizoma-Magnoliae Officinalis Cortex
has the best effect, which reflects the compatibility of traditional Chinese medicines with “combination”.

Key words: ulcerative colitis; Coptidis Rhizoma; Magnoliae Officinalis Cortex; compatibility; inflammatory cytokines; PI3K/Akt
signaling pathway

Bt SE % Culcerative colitis, UC) & —Fh
RAEVEW, RIIBOAL R T 25 A B, R i
AR, HEgeit, 4Ek UC EUERREN 0.4%24,
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5d, ##F (25.0+0.5) ‘C. ST 50%, @K LT,
TREFIARE S ®, HHIEETYUK. hPses s s dh
B2 KL RN I IR ZE R i (k5
TCM-2016-312).

1.2.2 258 BIE. JEANE B AR I T 2 1
Yy, &8 RHR R R 25 K 2R OB 508 O i R B E
Coptis chinensis Franch. [ %= JEA Magnolia
officinalis Rehd. et Wils. [t T T 5 « k5 2 M AR )

KRR i (HPLC) 45 35 4 vh /N BE B
JRE AN 7.44% (LLERER/NEERSIT), JELANH JEAD
Ty 55 AR AN ) 2 T E S HCN 3.19%, HIfFE
[E 24 8) 2020 4 SRINE

1.2.3 i H5iAF)  2,4,6- =4I FEMEER (TNBS,

fIt5 P2297) MW £ Sigma AR MIEURE & e
Jia Fr (iS5 09180709, 0.25 g/f) E F#EHE
KPZPABR AT FI4HI2-18 Cinterleukin-18,
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Research A #] .
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1.2.6  #iE-JEAME X UC KRR IL-1B. IL-6. TNF-a
KPR MPO VRIS RIREE 245 24 h J5, FRE
KA R, REREE, IE330KEU, 3500 r/min
B9 10 min, USCHE BIEWR, 42006 i B F A DU if
EHIL-1B. 1L-6. TNF-o 7K T-F1 MPO i
1.2.7  FEE-EAMCARNT UC KRS W R &K B R
JUE 8 £ A0 i 2 B 45 %5 5 %L Ccolon  macroscopic
damage index, CMDD) V¥4 2 K BRIE 230 ik
i 5, BEEmAEIEAL, Remg, KT
HHTETTRE AR BB 25 KT, IFE4T CMDI P43 11,
0 /3 NZNIE TG 8105 1 43 A J R b At 78 i /K
ETEREERE . WG 2 7 NEIEA B R 7
i, {5 98 8 5 5 R SR 23 3 4 NTE 2
SYMFEAE b, BRSO . 7 YE Bl E AR 4 mm,
RV 4 50 NTE 3 XIS I, BRI
7ol RYERNHEE, HHEEREENRR; 5 7
RAE 4 Sy A b, B TR B 1em, 45
BRI, B)E: 6 70 RTE b /At b, BtEE
R 2 em HEERS, SERatE R,
1.2.8 - EAME AN UC KB4 4l 230 FE AR 1k,
G SHKRBGELEBN SR, T 4%

R EE 48 h, LK. FEH A P,
Wibvrs ¥R JE, AT AR ER-RL (HE) Jufa, T
BB TSR H SRR, AT B R
oy, VR bRAE ML 1.

G W R GV 0 = (S M0 RIS i+ 2 2R 5 H

SEENE)2
1.2.9 BE-FEAMENT UC KR EAS PISK,
Akt Fll cleaved Caspase-3 FRIARIFM U1K B
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Table 1 Scoring criteria of colonic histopathological damage
Vo R LG5 R 5o R PR L

0~1 [ RIC RG> & R LA R
2~3  [HEARKER AR

4~5  RUMPKEZLE, HFEMEFBTZ
6~7  RYEAMRITRIE T R B e

Bifioh, IR, ARG e

PRk, Fas &, WEEE)E, LEALEF 2/5
PN, Rk, MBI, LRI 3/5

PR MR, FBE KRR, mEEE, BN

415 BT BT

i, EMET A 82 um), Bk, K1k,
PUEBE . BB HAE, Al Akt ik (1
100). PI3K $ifk (1:100). cleaved Caspase-3 it
i (1:400), 4 CHELR; A HRP A&ICH L
FPif 19G Pk S, T RMEE FWEIRAR,
Fi Image J B M4 B4l 23 PIBK. Akt il cleaved
Caspase-3 FIATH I«

1.2.10 BE-JEAEAAXT UC KE 45 414R p-Akt.
Bcl-2 Fi1 cleaved Caspase-3 & HRIAMIFM UK
A, IIANTRA R RIPA SRR (5 By
FOHIFAEE A BT, RINEA, R BCA &K
e R &N EEARERE. EOfeRE =
ot SO R BN - TR TR A IR A B i FEL UK, % % PVDF S,
MG, Bl p-Akt. Akt. Bcl-2. cleaved
Caspase-3 I B-actin Hiff, W HIIA: MM HRP ix
WA % 19G Pk, 1 8 J5 N\ ECL R I6R i
5, KM Image J BAE A4

1.2.11 Geitsrir KA SPSS 26.0 #tFit T4t
15 BRI 27 22081 (One-way ANOVA) 45455
KB AT LB 54T

2 #R

2.1 WEHBF S

211 UC ZERERKEIE GSE75214 HF KA
WA ARG 11 9] 1F 45 B L SR AR 74 BIlTE s
UC S5 43RS, Hii4 P<<0.05 H|logoFC|=1 L4
e 1243 /N2 R RIS FER, A4E 794 Nk BT
22 BRI A 449 NRIE TR 2 RN, WA 1.
2.1.2 PPIMZHT  anEk 2 ffion, TCMSP $id 2
A 2R BB E - AME R 22 4, H A T 14 4,
JEA 8 A, Wil 2. 3 Fior, FETRINH 260 AMHE AT,
V4075 148 119 35 0% - JEE ARG M i 70 I A 5 UC 22 S R R
MHCEE, 133 49 NILFEIFE A

2.1.3 GO IJfEM KEGG B &% GO Ihig
BT E 4 Frow, £ 2 (biological process,
BP) F BAEHIEX MR 7N T RIS Sl R
SSERRA R R PSR T A IE R A di R

30

204

—lgP

104

-5 0 5
log,FC

FERFIE LN ERER, SORRFRE NFENETENR,
MR I FRIA

Red indicates up-regulated differentially expressed genes, green
indicates down-regulated differentially expressed genes, black
indicates normally expressed genes

1 UC #MptRRERFIFEEM A LE
Fig. 1 Volcano map of differentially expressed genes in UC
colon tissue

ZH % Ccellular component, CC) = HE4E rh 7 41 ffa i .
JE K 40 i RRL . BE R A BT B SR 4> 1 D e
(molecular function, MF) =% IILLEBRER £h i 7K
B S R BB T | AL SRS PESE . KEGG
W E R 5 s, FES 5 A Bk
WIE MG AL 324K (peroxisome proliferator-activated
receptor, PPAR) {55 i@ . ¥ «B (nuclear
factor-kB, NF-kB) HI PI3K-Akt {5 5@ E %%

2.2 SKIGWIE

221 HEE-FEAEAA UC KERILES IL-18.

IL-6. TNF-o 7K-F-F1 MPO iE LRI 403k 3 Fos,
xR b, BB KR MG+ IL-1B+ IL-6+

TNF-a /KFH1 MPO &R F+m (P<0.01); 5
B LU, A 294 R RIS IL-1B. IL-6.

TNF-a 7KFH1 MPO & B3 FFIL (P<<0.01), JC
HULPE-JEAMIC AL e, $R7R - JE AN AT
UC KEIIPLRERR T EIE. JEAh.

2.2.2 BHE-JEAEAAXT UC KB4 A

JRNEE N CMDI PEArIREIR Ik 4 foR, 5
XTHRA LR, IRV KRR A5 M I R . IR
HF CMDI 1431 8 3 THE (P<<0.01): SHEARIZ
b, SeAZMsmEns . FEER CMDI
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Table 2 Active components of Coptidis Rhizoma-Magnoliae Officinalis Cortex

KR Mol ID TSRS OB/% DL
ik MOL001454 berberine 36.86 0.78
Wik MOL013352 obacunone 43.29 0.77
ik MOL002894 berberrubine 35.74 0.73
WIE MOL002897 epiberberine 43,09 0.78
HIE MOL002903 (R)-canadine 55.37 0.77
ik MOL002904 berlambine 36.68 0.82
Wik MOL002907 corchoroside A_qt 104.95 0.78
Wik MOL000622 magnograndiolide 63.71 0.19
ik MOL000762 palmidin A 35.36 0.65
WIE MOL000785 palmatine 64.60 0.65
WIE MOL000098 quercetin 46.43 0.28
WIE MOL001458 coptisine 30.67 0.86
T MOL002668 worenine 45.83 0.87
ik MOL008647 moupinamide 86.71 0.26
JEAb MOL001641 methyl linoleate 41.93 0.17
JE R MOL001889 methyl linolelaidate 41,93 0.17
JEH MOL000210 magnolol 69.19 0.15
JE MOL005955 honokiol 60.67 0.15
JEFb MOL005961 10,13-octadecadienoic acid methyl ester 41.93 0.17
JEAb MOL005970 eucalyptol 60.62 0.32
JEAb MOL005972 obovatol 69.45 0.18
JE b MOL005980 neohesperidin 57.44 0.27

B JT NG R A B ANE R BT ANE R A

TEBIME UC L% RRISIER AN UC T2 Rk AN UC 257 R4S
B2 HE-BEAMNEERSERS UCERERERNER

Fig. 2 Venn diagram of targets of Coptidis Rhizoma-Magnoliae Officinalis Cortex active components and UC differential genes

E3 HE-FEINEMMAIERS UCHHEMEEE SR PPI W4

Fig. 3 PPI network of targets of Coptidis Rhizoma-Magnoliae Officinalis Cortex active components and UC characteristic genes
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Fig.4 GO function enrichment analysis
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Fig. 5 KEGG pathway enrichment analysis
#3 HE-EAEMEI UC KRMED IL-1By 1L-6. TNF-o 7KFF0 MPO SEMHIFINT (X +s,n=8)
Table 3 Effect of Coptidis Rhizoma-Magnoliae Officinalis Cortex on IL-1g, IL-6, TNF-a levels and MPO activity in serum of
UCrats(x+s,n=8)

150

A5 7/ kg b IL-1B/(pg mL %) IL-6/(pg mL™) TNF-o/(pg mL%) MPO/(U L 1)
i — 447.56431.04 23.844+1.92 184.50+14.80 306.20+46.31
T — 865.38+15.48" 57.93+2.76% 389.28+17.91% 675.79+42.78*
ik 2 577.95426.93" 34.89+3.50" 275.14425.03" 450.71+59.64™
JEAD 2 585.651-26.93" 38.10+3.13" 295.30415.35" 502.744-34.04™
%R AN A 4 537.26 +45.96™ 31.72+3.05 249.44+25.19" 394.63+19.20
MU e 0.4 623.49+32.17" 45414321 318.04+14.72" 546.85+238.44™

EXIIRA LR #P<<0.01; SHAALLE: “P<0.01, FEM

#P < 0.01 vs control group; **P < 0.01 vs model group, same as below tables
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x4 HEE-BAN UC KRGHREAKE. BT CMDI TSN (x+s,n=8)
Table 4 Effect of Coptidis Rhizoma-Magnoliae Officinalis Cortex on colon weight/length, spleen index and CMDI score in UC

rats (x+s,n=8)

ZH ) /(g kg™ R E (g em™) JENEHE 2% CMDI %
o 1R — 0.1240.01 0.1840.04 0.25+0.46
ot — 0.254-0.04% 0.324-0.04%* 5.75+0.46%
ik 2 0.14+0.01" 0.24+0.02* 2.25+0.46™
JEAD 2 0.154-0.02** 0.254-0.02"* 2.384+0.52"
- JE AN 4 0.13+0.01™ 0.24+0.04™ 1.75+0.46™
M e e 0.4 0.14+0.02"" 0.25+0.02"* 2.634+1.19"

P B ZERK (P<<0.01), JUH: IS E-E AL
Pipfk, PoREIE-EANAXT UC KRS R
RIPVERL T R BOE . JEAR.

2.2.3  HEE-EANECAIN UC K 45 7 2H 2400 AR AL,
sem il 6 Bros, xR 2K R 45 10 4H 2R T AA
GRS, HAGE TR, TR, IEFIK a4
SURERIR AR BRSSO ™ E
LR BREEESER, R, SRAEIX I
R AL W, AU AR KR 2 PR

AN

v

B

iR it HiE

MR ;s 525 ZI2H R BR 4 i 2L 23 Rz 45349 A 46 14 24
IR, BREs 4. HAUKMRIRIEE % ek,
b - JR AN O AT K R 5 i 2 2 I FE
o b R 3 A b R AR . R 5 R, 5
Hof B A LA, AR A K R ZH 20 B AR A5 VT 40 B 3 T
fm (P<<0.01); SR LRSS, A2 40
B IE BEE FAK (P<<0.01), JUH: DB - JE AN
R B, o I%E-JEANEATRT UC KRR 45 1 3 i
IR AE LT S E . R Ah.

T3

ﬂ\

BN HIAU b

6 FiE-FEFMECEX UC KERAMELHBIET LRSI (HE, X100)
Fig. 6 Effect of Coptidis Rhizoma-Magnoliae Officinalis Cortex on colonic pathological changes in UC rats (HE, % 100)

®5 HAE-FEAMLAN UC KREMERRIBRGIT IR
Mg (x+s,n=5)

Table 5 Effect of Coptidis Rhizoma-Magnoliae Officinalis
Cortex on pathological damage score of colon in UC rats
(x+s,n=5)

A5 FEN(g kg™t HEARHEBGEY
X} — 0.80+0.25
iR — 5.8040.12#
ik 2 3.004+0.16™
JE &b 2 4.0040.16™
-2 A M 4 2.804+0.25™
MR T e 0.4 2.904+0.29™

2.2.4 THE-JEFEAN UC KR4HHL PISK,
Akt 1 cleaved Caspase-3 ik fI52m  Wifd 7~9 F
* 6 Fin, XTI, AR PI3K. Akt.
cleaved Caspase-3 FHI:FRIEEE AR (P<0.01);
iR L, #ea 241K PIBK. Akt. cleaved
Caspase-3 PH: X B3 (% (P<0.0D).

225 THE-JEAEAT UC KRS AL p-Akt.
Bcl-2 Fi1 cleaved Caspase-3 & (HFRIARIFEN Wi

10 MR 7 i, HXPEAE, A KR
p-Akt/Akt Fll cleaved Caspase-3 & [ ik 7K - & & T
B (P<0.01), Bcl-2 EARIKKFRERK (P<
0.01); SERALE, #4241 K p-Akt/Akt I
cleaved Caspase-3 # [ K IA /K2 F K (P<
0.01), Bel-2 EEHFRIE/KFRET & (P<0.01).
3 iR

UC & — Mg PEaEde e 2 e iel, 25
FRIRFAE S 45 W RIS 1) 98 4 e 27, L5 [R] vl g 5 382
& i . RIS 2 iR 3= A k820, Ry UC
(1) ZE A AT 5-E KR 254 S A A %
) 7] S 22220, (R S R AN R WK HL 9% FH R i
DAL b e 2 S OB VR T SR o« B - B AN A
CEBETY R “EIERENGT, TP ICEREE. B
Fh 2 0k%, X H B E B A B RT A AT
SRR, BOE. JEANP AL P Y AR S 2
FEfIk TNBS #55:H) UC K45 /<. CMDI
P MRESR AR SURFRIE 7y, H3EE- B AN I



4594 » ¢33 % 202448H $52% F158 Chinese Traditional and Herbal Drugs 2021 August Vol. 52 No. 15

37 (o e L T
Cppion ol A
Ve ¥ e B Sk,
(W s, RO e %

v LA ® 5
e, 0% w8 L
s L% Y
- ."*-‘.:‘;g e tet?
i oo P aaRtl P A",
(54 5, < o ot e I
. ot A R g ® -
E < B, Sh e aoA "‘Ioﬁ ’
< et ‘:’ ,"'_,_‘}Me e > ~= ] 5%' ..;‘__PIF
"”.’t."‘l‘:,' e FHPSIEER TR .:.?6 < ,., g’
i) Wik
TR LTI, P AR VR T IR TR N
. - - ¢ R o = i N
= AP Ry 9\\\,*3;:@:“;“:&.' %3 ;:.' ¥

e,

o P Y I DT [ ) it
b SOl 3%ty S e

e x..:"‘"'-. T ag ot e oS
-y wye e - e e

,?.‘tkhs!x _t\.»‘ ‘> ‘*2*—»‘,?.. o ﬁms\

)

- . s . =
T o L 3T 2% T

‘J£

O -,
- <

g ¢ - - - N "'.‘
SO looum fgeg” S g “og st 0
BENTE R R B B

RN R

E7 HE-EAMCMEX UC KREMELR PISK RIAKFM (X 400)
Fig. 7 Effect of Coptidis Rhizoma-Magnoliae Officinalis Cortex on PI3K expression in colon of UC rats (x400)
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Fig. 8 Effect of Coptidis Rhizoma-Magnoliae Officinalis Cortex on Akt expression in colon of UC rats (<400)
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Fig. 9 Effect of Coptidis Rhizoma-Magnoliae Officinalis Cortex on cleaved Caspase-3 expression in colon of UC rats (%400)
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F6 FE-EFMEREX UC KRLERHLEL PI3K. Akt F cleaved Caspase-3 ARSI (X+s,n=3)
Table 6 Effect of Coptidis Rhizoma-Magnoliae Officinalis Cortex on expressions of PI3K, Akt and cleaved Caspase-3 in colon

ofUCrats(X+s,n=3)

N _ Afd
LA A9 +g™) PI3K Akt cleaved Caspase-3

Xt R — 1.1340.80 2.214+0.16 0.5440.05

i) — 10.03+1.67# 7.774+0.68# 2.814+0.55
T 2 4.134-0.98" 4.114-0.05™ 1.61+0.18"
JEAb 2 5.00+0.53" 5.02+0.33" 2.10+0.10™
- JE AN 4 2.42+0.11" 3.09+0.40" 1.1140.08™
M e e 0.4 4.18+0.78" 4.13+1.09" 1.81+0.13"

p-Akt| B a— a— — e | 5510°

Aktl TS T C— — — — |5-0><104

Bcl—2l . L e— |2.e><1o4

cleaved Caspase-3| e S

|1.9><104

[actin]| ———————— | < 10

xof e

I

JEAN BOE-JF AN AL MDAV L e

10 EE-EHMEER UC KR LML p-Akt. Bel-2 1 cleaved Caspase-3 & HFIi&HI BT
Fig. 10 Effect of Coptidis Rhizoma-Magnoliae Officinalis Cortex on expressions of p-Akt, Bcl-2 and cleaved Caspase-3

proteins in colon of UC rats

R7 EE-BEIMCEX UC KFRLZERGLEL p-Akt. Bel-2 1 cleaved Caspase-3 BEERIEAIFM (X+s,n=6)
Table 7 Effect of Coptidis Rhizoma-Magnoliae Officinalis Cortex on expressions of p-Akt, Bcl-2 and cleaved Caspase-3

proteins in colon of UC rats (x+s,n=6)

. _ EAMNTRIEE
AL g +g™) p-Akt/Akt Bcl-2/B-actin cleaved Caspase-3/B-actin

oyt — 0.2140.08 7.63+1.66 0.23+0.12

T — 1.00 = 0% 1.00+ 0% 1.00 0%

HIE 2 0.46+0.19™ 2.41+0.59™ 0.28+0.07™
JEAD 2 0.54+0.22"" 3.994+1.90" 0.26+0.13™
% JE AT M 4 0.28+0.12" 7.38+2.23" 0.19+0.07™
WU e 0.4 0.24+0.14™ 4.79+1.84" 0.1140.14™

IR AR AR TS A SR A 2= R ARG B2 i
Jiik, FIREEWNE BRI 00 24 B 2 R AR AR
N4 R 2L 22 T R R 6% 2] 380 252 J2 T % 245905 92 993 A
R R AT RS0 AT 1) 4123, DT i) B 26 32 JE A
Fe At TNBS %51 UC KERIMTERMLE]. 45515
N, BT GEO H¥E e )3 R ek ik AL 40 07 128 175 )
P UC SN A 2 B 2R RIEER, &
e 1 794 A B 2 R RIA FE AN 449 AR R
ZERRIRIEEN; KEGG B & £ ITER, k-
JEAMEC AR 3 LB (EH T PPAR {558 #. NF-«xB
S SE A PIBK/AKL {5 538 #7697 UC.

2% 1 21 B K] T P S AT H e T B P 9 2
UC HIEEHRHE, & H TV UC HIBmiE sk,
TR AR 740 TNF-a IL-6 AT IL-1p A2 HATE UC

F R S Pt A R 29), AT 45 SR R, B
JE AR B R B AR E REAS B ] UC KRR i
TNF-o. IL-6. IL-1B /KFF1 MPO 7514, H¥Ei%-&E
FIECART 25cm £E, 3 BH 38 0% - JE AN AT RE RS I 58
41 i (R A G R PEAR S I RIA . AR T R
5 PISK/AKt {55 % %5 YA G 26-271, PI3K Hiff
fe gttt P110 A5 454938 P85 2k, Akt
— BRI Akt, MIfT R (S5 32830, KA
GEREIR, TOE. JEANPA R RS ) K R 4
WA 235 PIBK. Akt [FFEVERIA, FHHIH] p-Akt &
FRIEKT. PISKIAKT S 54180 T, H WA
VS5 2 P A R FEBYS2, AR R AE R BN, P,
JEAN L R ECALRE S B Bel-2 S| AKRIEAKT, B
ik cleaved Caspase-3 & &KL /KF, M KIEGL
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