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KR — B A AR B A N #5222 , DATIE 43, CMDI T4 5 2 T 185 (P<0.01) 5 K B BRI F U i 85 BRS040 01 2% L BRAAR I 2% LA R Y
RV MRE T, B AE TR R F S )2  PI3K, Akt, mnTOR mRNA % ik K i 35 T+ i35 (P<0.01) ;IL-18 7 & B & FH i L IL-10 & &
R (P<0.01) ;p-PI3K, p-Akt, p-mTOR £ [ 3R ik /K 8 3 FH 85 (P<0.01) . SBIRVZL L8, PUp L& o 7 o 21 S SE v R 40
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Effect of Sishenwan on PI3K/Akt/mTOR Signal Pathway in Colonic Tissue of Rats with
Ulcerative Colitis Model of Spleen Kidney Yang Deficiency
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[ Abstract] Objective: To discuss the effect of Sishenwan on phosphatidylinositol-3 kinase/protein
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kinase B/mammalian target of rapamycin (PI3K/Akt/mTOR) signaling pathway related genes and proteins in
colon tissue and interleukin-18(1L-18) and interleukin-10(IL-10) expression levels in serum of ulcerative colitis
(UC) model rats with spleen kidney Yang deficiency. Method: The 120 SPF Wistar rats were randomly divided
into normal group and model group after 7 days of adaptive feeding in SPF laboratory. The model group were
given dinitrobenzene sulfonate (DNBS)/ethanol solution enema+thydrocortisone subcutancously injection+senna
leaf gavage to establish UC model of spleen kidney yang deficiency. The rats who successfully established the
model were randomly divided into five groups: model group, mesalazine (0.36 g-kg') group, and Sishenwan
high, medium and low dose (3.2, 1.6, 0.8 g-kg"') groups, the volume of which was 10 mL-kg"'. The model
group and the blank group were given distilled water of the same volume. Once a day for 21 days. Observe the
general conditions of the rats daily, and record the weight, fecal traits and occult blood of the mice for disease
activity index (DAI) scoring. Take the rat colon tissue to observe the gross morphology and colon injury, and
score the colon mucosal injury index (CMDI). Hematoxylin-eosin (HE) staining was used to observe
pathological changes. Real-time fluorescence quantitative polymerase chain reaction (Real-time PCR ) was used
to detect the expression level of PI3K, Akt, mTOR mRNA in colon tissue. The levels of IL-18 and IL-10 in
serum were detected by enzyme-linked immunosorbent assay (ELISA). Western blot was used to detect the
expression level of PI3K, phosphorylation (p)-PI3K, Akt, p-Akt, mTOR, p-mTOR protein in colon tissue.
Result: Compared with blank group, the general survival status of the rats in model group was relatively poor,
the DAI score and the CMDI index were significantly increased (P<0.01). The intestinal mucosa partially
disappears, the glands disappear, and a large number of inflammatory cells infiltrate and gather in the mucosal
layer and the base layer in the pathological sections of the model group. The expression levels of PI3K, Akt, and
mTOR mRNA were significantly increased (P<0.01). The IL-18 content was significantly increased and the IL-
10 content was significantly decreased (P<0.01). The expression levels of p-PI3K, p-Akt and p-mTOR protein
were significantly increased (P<0.01). Compared with the model group, the DAI scores of Sishenwan high and
medium dose groups and mesalazine group decreased (P<0.05). The CMDI index of mesalazine group and the
high, middle and low dose groups of Sishenwan was significantly reduced (P<0.01). Pathological sections of
rats showed that the inflammatory cells in the drug group decreased, and the mucosal layer structure returned to
normal to varying degrees. The mesalazine group and the Sishenwan medium-dose group had the best effects,
and the mucosal structure was close to the blank control group. The expression levels of PI3K, Akt, mTOR
mRNA in the high and medium dose groups of Sishenwan, mesalazine group and Akt mRNA in low dose group
of Sishenwan were significantly reduced (P<0.05,P<0.01). The expression levels of PI3K and mTOR mRNA in
low-dose group of Sishenwan decreased, but the difference was not statistically significant. The IL-18 content
was significantly reduced and the IL-10 content was significantly increased in high, medium dose groups of
Sishenwan and mesalazine groups (P<0.05, P<0.01). The level of IL-18 decreased and the level of IL-10
increased in the low-dose group of Sishenwan, but the difference was not statistically significant. The expression
levels of p-PI3K, p-Akt and p-mTOR protein in the high, medium, and low dose groups of Sishenwan and
mesalazine group decreased to varying degrees, and the differences were statistically significant (P<0.05, P<
0.01). Conclusion: Sishenwan has the effect of improving the general condition and intestinal mucosal damage
of ulcerative colitis model rats with spleen and kidney Yang deficiency. The mechanism may be related to the
inhibition of PI3K/Akt/mTOR signaling pathway.

[Key words] ulcerative colitis; warming the kidney and strengthening the spleen method; Sishenwan;

phosphatidylinositol-3 kinase/protein kinase B/mammalian target of rapamycin signaling pathway
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JIG T8 UL P -3 3%l ( PI3K ) /2K 4 8 B (Akt) /iR A3 3=
#1211 (mTOR) {5 5 38 % n] 4 i 48 5E A BT 1 R
B2 T S R PI3K/AK S B3 B AH o6 &
2 Ak 7K SF-, AT/ 58 E PR M 2R Y R s, il 8
SiE /N BTG 2% 1 i 41 2% 4% E E IR, 23 i 41 4 4
i RAEH FFE UC M HLHI At G E 2R,
Horb £ 48 4 B PR 1 A48 LA 3R -1 (IL-1) BE A & UC
K, WF5E & B mTOR {5 5 38 #% 0T 98 5 42 6E A 5 1
YA F -18(IL-18) ', i HL 4 41 M X F 14 40 A 4
F-10(1L-10) AT 4 45 I 18 S 9% Dy fig 4k +5 HLAK i 1
Fa &0 9T & B IL-10 3 i 3% PI3K/Akt {5 5
B AT T4 R -y (IFN-y) B S " R, #F
5% PI3K/Akt/mTOR 15 53 [ 5% Wi UC A9 #H S AL
XTI UC 95 BRI BL K PR R IR YT UC 1Y 8T 48 i 55
R A EEE X,

UC IH & T B 007 R 207 R0 g e 45 3
Wi v B 2 A Ry A DA R S AR A B L i 3K
LBV R T EL O R 2 2 O A S R
B BH O 7 UE & UC HE BE AL — o B H T AL
WA B R GIERAELE ) BN, DA AL R 16 T I
W BH R 2 5 IR (TS ) 22 T ) ol P S kb
HHE HR T SRR AR A N Im IR E
S DU R LA ST UC T7 88 U0, Al ff UC Il AE AR
R B K, P R R R A ] ek 3 B B OE
U SRR T AR IE S, DU AL TP R R
PR 1 SF- i, 81y B 1 G 9 RN, eI g T R R
B3t HRT, PO AL IA Y I BH R A UC Y H Ak )
FAIL AN 58 AT R, A 52 56 o A 5 O A L X R
BB UC KR — A AR B0, 25 1 4 2L R IR B
BVESr, 45 4 41 PI3K, Akt,mTOR mRNA, & [
1 18 £k 7K SF- LA B2 1t 3 v 40 i ] IL-18, IL-10 & ik
KV 19 52 W, O 80 T A LR 7 9 BB UC 1Y
YEHIBL
1 #

1.1 ¥ 120 2 SPF %% Wistar K R, 4 T Hll o
e 25 K BEOFSE 50 s W b, ME R 45 R 1R T
(180+20) g, 5% 45 o) ¥ it &t 45 #% UE 5 SCXK ( H)
2015-0002, K ELER 5 T H R B 25 R 2= S sh W
.t SPF 9% 5 B 5206 =, 525 B ) 4 AR W IR S
SYXK (H)2015-0005; 5 % == i & 21~25 °C, A XF
MR 50%~60%, G HR 12 h/12 h I IE &8 . A 4
TR e R 2 K 2% Bl 1 S0 50 10 B 2 51 S HEME it v 4
52018-081.,
1.2 ¥

. 18 .

DU AL RN R BE 149.2 g, R BT 37.3 g,

% 74.6 g, TLWE T 74.6 g, 432 298.4 g, KA 100
Mol pl, ¥ F 22N B K25 s, R Hol s 24
K2 b R B P 2 78 O IE S S vk SRR A
R, R T 5 22 ORI, I A 5 R
e, ARGt ai ok, 582 RIR A )5 88 s i+
KA 7K FU, A B OB LK AT R, Iz 1R KR
ANEAEZO0S g mL AW FIEHE A 4
M BT K2 By, HH R B 2 KA A PR AR R
FE R IE f A v B i AR VS M, 10 £5 KR
0.5 h 5 AL W4 & A 25 1 g-mL 19 25 W 45
FH s 2V g [ 55 46 250 R A AR B B R 25 A
BN A) L 5 170804, i 45 Iy vk o R U HLR G v
FIoB N ZE KRG W &AL 0.5 gomL 25 W
#H o

) R 7 | = AT S /A 8 A S T S v R e o ]
AR LS 1708201) 5 — fil§ 3 1tk iR £h (DNBS,
v A AL Tk R R AT IR A F] L LS FHBOL-
NRAJ) ; trizol ( £ [E Ambion 2 7 , #tt 5 190906) ;
PMSF 4 [ il 90 i 57 , 4x 85 11 ERESE v, 95 KR & -
A (HE) il Rl & (L REEREARA A,
#5439 20181212,20190701,G1120) 3 i 5 554
&, SE w2 iR A 8 BE XX I 1 (Real-time
PCR) il | & ( H A TaKaRa 2 ®] , it 5 4 5 Ny
AIF2269A, AJ20704A) ; AR i 4 1k ¥ i (HRP) b
WP RAEREN (1g)G ZH (b P ai 4
Y AR A BR A E) LS ZB2301) ; B2 4k (p) -PI3K
ok, Akt Pk, B- WL 3l & 1 (B-actin) Hi K (& [
Abcam 7% w , dit 5 43 Gl A GR194710-78,
GR3192605-21,GR3255609-1) ; PI3K L& , p-Akt #1
A&, mTOR P&, p-mTOR P& (EH CSTA A L5
4 3 42928, 40608, 2983S, 5536S) ; il IL-18, IL-
10 il 156 4 28 W B30 22 (ELISA )3 F 5 (1 7 il BB 7
YR A RS w5 18 05/-2019)

1.4 {X4%  H1650R & & =& MR R g oAl (K
WA B O AL A A BR 2> 7)) 5 FTC-8000P %Y Real-
time PCR X ( fin & K W W& E br A R 2 A )
BIOMATE 3S # # 2 # 11 Ml & X , ChemiDoc™
Touch B4k 2% & G AR & 4t , Power Pac™ Basic £
LUK AX , iMark B i A5 X ( 5% [ Bio-Rad 28 A ) 5
RM2016 B % %% X U1 v HL (18 [ Leica 24wl ) ; KD-
BM A A= ) 41 2040 B AL (T VAR A A T Rk AN R
HABRAF)

2 Ak

2.1 R RARIESS &k, 1] DNBS/Z %
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VA VR i+ B T S Ak T R+ 3 Y v T
I B BH K 78 UC K RABE AL SPF 44 Wistar K
EEESET dE AT FEME S (10 mL-kg'+d"),
e A S AL AT B A B2 R VS (10 mg-kg'-d!) , 13K/,
#E21d. 21 d)EBEEAEK 1A, 10% KGR
P (3 mL-kg") M@ & BRI S5, 4 9 W AT 2SN T 46 A
45 Wy 8~10 cm F| 3k 45 7 3B A , K DNBS/Z, P % W
(25 mg/H DNBS+50% & % 0.25 mL) 7 A K U i
W58 ARG A S S I mL 8 EAT T, ff
KB R B SRS 1 min, 75 BRI B8 5 4% 22 1F 5 1R
IR BERLTEA bR oo W% 1 A5 I ) KBRS A L i
Fiik B R K MOIR S — R A5 A K BB T
B8 B0 (DAL W43 21 2 ML FH R Y UC #5570 2 15 1
s i B Es 5 3 d, BEMLA S HR B 10% 7K
B G T I I T SRR S5 b BB, U T 1 4 IR HR
5% 1 78 B 2 208 R TRl K i T Ll A
B, X 45 1 b BB A s 48 B (CMDD) #E A7 PE 43, DLk
BT 4 2

22 SHESHY EBIE KK R BERL S R
RULH  SEVDRIGRAL, PUB LR rh AR AL, DL e s
H ., EIRIEA 7 0.36 g-kg' FIHHEH , /YA AL
G R L 4 3.2, 1.6, 0.8 g kg A
SRS BN 3 0k 3% 0 AR B A S T
PR3 70 kg U B H 2,0, 0.54%, 25 (AL Al
L AR 21 VB R S5 R R 2R B K (10 mL-kg) , 5 B
1/d, 2L 21 d.

23 PRACRE KRG ZRIT 21 A4l & A K
FLAS B 24 h, KA S (3 mL-kg") 7 18 1 5 R e
W R B ), e HROR BRUIE £ Bl ik il 4~6 mL . B
1L )5 ¥+ & 20 min J5 3 000 r-min” & .0 15 min( & .0
AR 3.5 em)  WH B2 M E TR OB L i E
T=20 °CVKFE % A7 , F T ELISA K I Al S 48 b o 30
HE R 32 b B8 KRR, FHAE 289 59 R K R &5 i 414,
PR HIR R 5% K BRL 45 o 285 P AR TR 285, 90 59 0 O, A
KR 2 i s A e 7 AL A1 4T, vk AR PR K b gk
e, IR AR TR A SR S 5 45 i 0 40K 5 R
PR A3, — BB B T VR A7 45 N AE-80 *CUKAE R A7, 1
T Real-time PCR Fl1 & [ % 2 E[1 335 7% (Western blot)
Rl 5 o5 — 8640 B T2 4% £ B W 7 70000 3% 55
R E R A T HE Qe

24 KRE—BORGIEE B H WS KB IROK .
TR RCESIINE SV AN R N G N R VAREL D 4R PN
BRI B B 028, O EAT DATTEZRS 0 340 h o Sk 1A
JHE G R, KRR I B BA P 0 43 5 M R B

IF T

TR 1%~5% , KAE PR I H B B 14 5 MR T
it N 6%~10% , 5 , Bl B, 2 43 s 4K B i
R 11%~15% , -8 A8, B BH M, 3 40 5 (K T it T B>
15% Wi {8, AR 15,4 53 . DAL sr=(/K & T %
A 43 LA 43+ KA PR AR S+ Rl 1A% A5 43 ) /3.
2.5 KESHALIME W EE A SR FE
i K 355 | i S B, X 4 B I CMDT AT
R4S PE A AR o JCAR 5, 0 43 JR B T A, TG It
7 . 143 5 30 00 H i BE 38 JEAB R PR 5t 9,2 40 5 1 AR T8t
%, Hie<l cm, 35 i HAAE A 1~2 em, (HinE 5
SNETCRGE 457 B AR 1~2 em, I B R, 5
A0 JE E R E ,5 458 o

2.6 HE Y& {0 ULZ2 45 i 4 U BEAE AL % [ 5 1
4% 2 B W b B 25 T A VB P B 1R R 2% o TR
(PBS) HEAT WPk, ZBEL /K, — 2R B, 3= s 4, 1
Jei i A U R MR R AT B KAk IR OR FE
o Prer et oK E A, BB AT T AR ISR .
2.7 Real-time PCR ;] PI3K, Akt, nTOR mRNA
ik HBUC KR %5 2021 0.08 gl A trizol 1 mL
P A RNA . R B i 43 06 % B2 31 46 I RNA 46
FE W FE B RNA 5% B cDNA . LA B-actin 2y
NS LA ) 56 N A 4 % 4 A2 AL, 34T 6 IOFAT
SiHy . PCR AR 2 20 WL, J2 I 45 14k 95 °C Tl A%
P£ 305,95 °CA5 1 5 5,55 °CiB & 30 s, 72 °C % fif
30 s, HAE A0 MGIR . BN 45 ARG WA T 4 h 26
VS i 4, LA 2R iE S BT TR R 4% R T mRNA 3R Gk
HEATAHXS E RIS, S5 YWHEHEEAYEARA
BRA RIS, 51T 5 L3R 1.

*x1 s5|¥HF5

Table 1 Sequence primers

ElRY] FE3(5-3") KB /bp

PI3K i CTGGAGAGCTTGGAGGACGA 110
T it TCGCAAGAACCAGAATAAGAAGTG

Akt - 3# ATGGACTTCCGGTCAGGTTCA 126
Fii# GCCCTTGCCCAGTAGCTTCA

mTOR ¥ GCTTATCAAGCAAGCGACATCTCA 136
Fif TCCACTGGAAGCACAGACCAAG

B-actin ¥ GGAGATTACTGCCCTGGCTCCTA 127

T GACTCATCGTACTCCTGCTTGCTG

2.8 ELISA £ K § il 35 1 1L-18, TL-10 i 7% &=

F IR B IL-18, IL-10 ELISA it 71 & % ot & BH 1

R UC AR E PR TL-18,TL-10 #4715 k6

T, F4 BEHA N 48 b1 ELISA 3057 & Ui A 3 47, A AL,
. 19 .
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T AR FLAS 3 AN E A N IR E S VR A
5,15 min g 5 26 0k N . S5 SR EE JS 450 nm
PR A AL G A, A AL T . KU
ST AR o it A ) VEBR T B 2ZR SR 5 T R
T R 5T IR A R R

2.9 Western blot ¥ ] PI3K, p-PI3K, Akt, p-Akt,
mTOR, p-mTOR & [ Rk B VR A7 (1 45 7 41 21
W, 4L 4T Y EL0.05~0.1 g, B AR AL, R AT B,
i A A RIPA 5 1 24 fige 0 0 % HY RS sk ok 90, 5 1R
B4 A RIPA 25 22 i W 28 BRI 960 L 6 1R
it 410 ) ¥, 7T 4> 24 0% J5 12 000 remin” # 0> 10 min
(B0 PA2 13,5 em) U BV o i BCA & 1 2 i ik
g, W AR O R AT R A AT B S HER AR
AR A A I AR 1 40 o R /NSRS, LUK, B RS R AT
B M, B B4 — P (PI3K 1: 1 000, p-PI3K 1: 500,
Akt 1: 1 000, p-Akt 1: 2 000, mTOR 1: 1 000,
p-mTOR 1:1 000,B-actin 1: 1 000), i A £, %
TREAI2 h )G 4 cCab i, VR A ZHi (1:5 000) 5%
H 2 h, ¥ ECL B 8O G WH e B L i Ak 2% &6
G RGO, B 52 )5 A Quantity one K44 43 1 3k 44
YEAT HH 43 B, IE 08 FH Tmage J 50 0047 B8 70 #r .
210 G4y HT SR A SPSS 21.0 B4 AT 4801
b B RO £ A IE A 43 A DL x5 R R, R ] One-
way ANOVA , Jy 22 55 I 20 [A] F 3R FH d5e /)N (i 385 Pk 22
5L (LSD) R 56, J5 22 A 5% & H] Tamhane's T2 £ 55,
PLP<0.05 %R 25 BA Gt = m L.

3 #R

3.1 X UCKR—BOROL K DATEAr 52 m) 528
P L A, i AT 2 R BB B 8 W IE Vs EL G ik DOk

#*3 MHAFUCKREREN DAIESHFME (x£5,n=8)

RS SE R, RO R W B G ALHE Bt
VS, AR B D BRSBTS
WIEIZET: 22 2 ;45 DNBS/Z BEIR A W1 v )G
P S i AE TR s ek, R E JLH R ERSET-5S H,
HIFREZ2sET 8 H 5 R BUR Tt A BT T B, 1 A8 5 1
AR R E R TG L, k2, A
Bl A, DU AL AEG 59 2 4R IR R A 28 i, B2 B RS g
AR B AT B = 6 KBRS MRk 06 2>
FUME A6 (R 4 7 B MR IR Bl RN B B IR YT L R
HFETS 3 H o DAL | A e 2 R 56 Vb R A
NG TR SN WA ST TR /M e 1) R N S
T A, R P S T K, B T AR T Y K
W14 (P<0.05), W36 3 RAHEZE T IE , AL i i
15, I B A K R B OE R URLAE IR 9T o B
o2 Koo Hoh e T O, DAL | ) A 4
PUBCHS H LB WA 1 3697 5 W 4 4L R N i g, 56
A A2 RN Ay T G N T

5525 (AL L3R, BB 20 K B DAT VY 43 75 1 #5545
AT 5 2 T R (P<0.01) , HL7E 259 1 Fil 45 o) B B i
T A FA(P<0.05) s SRTAIZE UL, 259 T T 4G
25697 4 DALYV 43 3894 BT T B b e b b e 4
K uA AU 2T BE T (P<0.05) ., WLE 3.

F2 EEMAREREZLHHIN (T£5,1=8)

Table 2 Effect of modeling on changes of body mass in rats (x+s,

n=8) g
257 EAPN ERIDS 521K
% 175.0£16.0 205.6+12.4 233.4%11.7
R 176.7£12.5 172.0£14.0 186.7+23.7

Table 3 Effect of Sishenwan on body weight and DAI score of UC rats (x+s,n=8)

T it /g DATVES /43
20 5 /g kg!
2P FHiod Y THizLd RS LRSI

A 233.4+11.7 265.7+16.3 0 0
e 186.7+23.7 230.2+29.3 2.52+0.932 2.04+1.09"
ESUETAS 0.36 187.317.7 248.3+20.7 - 0.41+0.49%
Iy 3.2 189.6+19.1 255.0+31.0" - 0.62+0.49%

1.6 183.5+20.1 256.2+24.8" - 0.290.56%

0.8 181.3+24.2 239.1+37.8 - 1.65+0.89

52 4L I D P<0.05,2P<0.01; 58 A2 [ 55 2 P<0.05.

3.2 X UCKREmHRARMKILE L CMDIW 73 1

S OB IS A HROUL 6 4% AR B2 i 21 40 R IO

B, HH KRB R OGN JE ML 5 5 7 R
. 20 .

Bl BRI ZH B A 4 TR AR K T jh R S o K B
JEE %, AT UL B 35t 9 T, ¥ 03 i A T LD 45 7 T
R L R IRBE o U AU AR B 4K B BE R R I
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BT BT 0L 78 0 K i, T8 K 5t 9 T B S JE L
ARG IRBE . U AR AL R AL K SE YD R
W 21 K RV G R 4 P R AL T 0 DL b
ST B BE T L K W, R R E AR R . 5
P2 H 4, BRI 4] CMIDI T4 i 3% TH i (P<0.01) 3 5
B L e #5, S vb PR 2 K DU AL b A R
CMDI T4 i F R (P<0.01) . W3R 4.

F4 EHAT UCKREHFHIECMDIFNHFI (X+s,1n=8)
Table 4 Effect of Sishenwan on colonic mucosal CMDI score of

UC rats (x+s,n=8)

25 /g kg! CMDIPES> /45
25 0
T 3.00+£0.76"
ESUEINS 0.36 0.75+0.712
P4 AL 3.2 1.63+0.74%
1.6 0.88+0.642
0.8 2.25+0.712

T 52 A U VP<0.01; SRR LA PP<0.01.

3.3 XUCKREMHALUREIE S B m =
P4 K BR 45 i L L2854 i, i 86 B )2 245 4 o2
N T R I el = = 5/ 7 =3 R B T
BRARTE e A K i R R4 R, R TR 2
FHE 2 SR LR, 245 1 20 % At B ol 2 | 386 i
J2 G5 AR AN ) B2 38 1R VK O T, 9% U0 R 4 A DU AL
r R e 2 R e e B R A A R T A 4. PO AL
7 et 55 R Y A P A, AR M AN R b, AT D
/Ui I AR 5 A, R R R B A M A B AR A
JUEAABRIARZE R R IL . DL 1
3.4 X UC K R 45 % 4l 414 PI3K, Akt, mTOR
mRNA Kk 525 HAH I, B2 R
PI3K, Akt, nTOR mRNA % ik & ¥ J} 5 (P<0.01) ;
S RERY 2 LR, DU L | R a2 R SE Vb R R A
PI3K, Akt, mTOR mRNA K P4 #fi AL A% 7 & 4 Akt
mRNA [ R 5 7K 7 2 B & [ A% (P<0.05,P<0.01) , 4
PG 7 2 2H PI3K, mTOR mRNA 1 %35 K B A
FEAC A ZEF TG E L. WS,
3.5 X UC K R O IL-18, TL-10 & & A4 52 1
523 4 8 B4 IL-18 & i W 2 TH s L IL-10
T E R (P<0.01) s 5 FU R, DU A AL
) K SRV R R4 TL-18 A e 3 B AIG L IL-10
BT (P<0.01, P<0.05) , P MUAL IR 240 K
FRLIAL 7% TL-18 7 B B A , TL-10 & & T, (H 25 7 B4
KD - ONE N

AZS LB IA]  C VPRI AL D, DU AL = 0] i 41 5 E. P A AL
o) 2 F DY O AR 2 (181 2 )

B1 Hm#AI UCKRX RSN FEE AN (HE, x200)
Fig. 1  Effect of Sishenwan on pathological changes of colon in
UC rats(HE, x200)

£S5 WA UCKRLEHALRF PI3BK, Akt, nTOR mRNA Ri%x
KEH M (F+s,n=8)
Table 5 Effect of Sishenwan on expression levels of PI3K, Akt

and mTOR mRNA in UC rats colon (x+s,n=8)

A /g kg! PI3K Akt mTOR

2 H 1.00£0.09 1.00+£0.04 1.00+0.07
TR 2.36+0.14"  2.43+0.11"  1.67+0.14"
ESUEINS 0.36 1.26+0.419  1.37+0.12  1.10£0.05¥
DU AL 3.2 1.5940.102  1.73£0.10?  1.48+0.08?
1.6 1.3740.029  1.46+0.070  1.38+0.15%

0.8 2.29+0.08 1.91£0.262  1.58+0.31

W5 A R VP<0.01; 5 R4 LK 2 P<0.05,YP<0.01 (3%
6,7M[).

F6 ML UCKRMFEH IL-18,IL-10 EEH I (Xs5,n=8)
Table 6 Effect of Sishenwan on contents of IL-18 and IL-10 in

serum of UC rats (X+s5,1n=8) ng-L!
21 5 F 4t /g kg! IL-183 IL-10

eS| 1.410.22 13.37+1.62

T 4.10+0.76" 4.97+0.27"

ESUETLS 0.36 2.00£0.43  12.64+1.08

Iy 3.2 2.69+0.58> 10.50+0.30%
1.6 2.48+0.54)  11.44£1.05?
0.8 3.29+0.91 8.09+2.17
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3.6 X UC K& 4 4 PI3K, p-PI3K , Akt, p-Akt,
mTOR,p-mTOR & I KA RYZ M 525 ALK,
## 4 p-PI3K, p-Akt, p-mTOR & [ £ 57K F i 3
Fh i (P<0.01) ; S48 RUZ He A, DU AL ey L AR
20 T 3L Vb $i % 241 p-PI3K, p-Akt, p-mTOR %5 [ 3% &
JKAE 9 58 R [ (P<0.05,P<0.01), WK 2,57,

- [N
v i — - ¢ >:

pAK s— — . - G0 D:

A g

PR ———

A B c D E F
E2 KREFALH PI3K,p-PI3K, Akt, p-Akt, nTOR, p-mTOR
EQFRiEBIk

Fig 2 Electrophoretic of PI3K, p-PI3K, Akt, p-Akt, mTOR,

p-mTOR protein expression in colon tissues of rats

F7 DA UC KR L ELRF p-PI3K, p-Akt, p-mTOR E 5
I RIKXAFEHFI (X+s,n=8)
Table 7 Effect of Sishenwan on relative expression levels of

p-PI3K, p-Akt and p-mTOR proteins in UC rats colon (x+s,n=8)

AW /g kg! p-PI3K/PI3K  p-Akt/Akt p-mTOR/mTOR

M 1.00+£0.08  1.00£0.04 1.00+0.07
T 1.79£0.29Y  2.02+0.13"  1.94+0.14"
ESUETAS 0.36 1.10+£0.06"  1.41+0.34)  1.31%£0.08"
IEEEN 3.2 1.21£0.139  1.82+0.132  1.73+0.08>
1.6 1.15£0.10  1.57+0.08"  1.48+0.19%
0.8 1.58+0.122  1.90+0.082  1.81+0.082
4 iFig

UC J2& — Pl PR 3 30 1295 1 15 R0 2 980 e 1t 58
(18 PR AR S Pk AR R o ML FH R R UC Y H 2L
J AL, DU AL S B BH R R UC AR T AR .
FUI7 RN B O R O R S R UM T
R ANEE =N B AR Z . A EE N
Fegg by i, AR 8 K&, I ANE B,
TS o bR IR A S 2 AR, TR
W AR TS o R E N, 2P i, A VB
28 BE A B K I A b e, B i Rk B
MR Z I8 TR T A2y, 25 PERR R, JF
OV =8 BRISUE R AN T L. ERRE R
AN, MO A RS PR EOF

. 22 .

JH LU AMA A R F R R AR s LA
B ARIFGE Z B BH kA UC K R AL B3R 9T o

PI3K/Akt/mTOR {5 *5 38 4 52 Wil 41 it 38 5% . 431k
FJH T, 76 W 18 R K M i vy ol 35 EAE AT,
AR PI3K/AKt 5538 #% P B[R] F 2 5 T UC 1 48 5E
K AR L R g 2R R IE I 0TS PISK/AktiE
F 410 T P 6 B A e S R -k B (NF-kB) p65 , 3 11 e
15 b 988 3K 6 X T -a (TNF-a ) , IL-18 1 36 3k , 7] 2% fif
Ji 1 2 AE L i UC /N BRI 92 95 1 2 4 BRI
SALEM 4520 L £ A X 36 1 o 3 4% RE 14k 95 5 119
A FH mTOR G [ (4 410 1 570 75 A 25 23R 07, T
FUCGEERIF A . AP A B UC Mk
I A8 AR B 45 W 26 b p110, p85, p-Akt, mTOR 3
(A Je H 2R (4 # ik 1A L E B PI3K/Akt/mTOR {55 5 18
BT EEAAEUCTHREZEMEN. AL R D
N5 A R SR R RS54 40 p-PI3K,
p-Akt, p-mTOR % 4 % ik /K F K& PI3K, Akt, mTOR
mRNA R BACE B F . SRR L, Db
AL 5 R B4 s 41 21 p-PI3K, p-Akt, p-mTOR
B R A KT 4 AS TR R E A9 B, DA D AL o )
A ol W U] U AR L BB 98 4 i PI3K/AKY
mTOR {5 53 1% 5 .

I35 AR 28 40 i R F BE A 5 UC &9 1R A% 40
g A E mME 40 M 7 A=, 4o IL-1, 1L-6, 1L-8, IL-17,
IL-22, TNF-a 55 ; 0 % 40 il P 7 1 4t 45 s 18 %o 9% )
e AR AL RS, E B TN A4, I 1L-4,
IL-10,1L-13, # b A= K I F-B( TGF-B) %", 1L-18
J&F Th1 43306 (4 40 PR -7, BT e 00 400 R L P9 5 400 it
W57 AR ARRE SN, I T bk L A A 3 A F B
IR A0 B TR 0 A3 W, B 3 UC B RAERY K
A IL-1B 5 IL-1 2 B R Al & UC & AR 1 22
PP, TL-10 2 Th2 23K 1 40 i B 7, 2 20 4 928
w4 AT PR R R T s 0 T Y PR A
2 A, I A A, R 4B, T 40 e P S s R T AR
BRI N R E R EZEER . AR
iR NN, 525 P i, B A R BRI IL-18 %
B E T L IL-10 5 & 0 FEIL . SRR AL,
Ui LR R A K RV PR A IL-18 R
B AIG, IL-10 & i o 25 T, DU R LG R L4 IL-18 5
ML IL-10 T e B 2E S TS E L, Hh
& VDG A DU AL v 5 A R e R D N U )
U AL I S P R A RE 8 45 I AR AE 1Y & A o

A S 0 1A i KRR T A BRSBTS 8 1M, DAL
P4y S CMDIVE 4y it 3 T i, 8 B0 R UL Jg 286 6
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AR IRIRTE R A KR RN RETF
IR J2 0 3 22, A A L BH R AR U C B AR R LA AR
BT 2H R B 45 i 2 20 h p-PI3K, p-Akt, p-mTOR £
1 235 7K F B PI3K , Akt,mTOR mRNA ) % ik 7K -
T L IL-18 & & B T L IL-10 & & B
ik, X g M BHEE B UC RAE MR BN R Z —.
25 DU b AL B 56 Vb R T T, KRR — M A A IR 1
3  DALITS3 S CMDIT 2 K& A%, s B U] Fr DL 45 25 41
oV e 2D, 8 R 5 N R R B A R IR R
O AL A% ) B A K& 36 U L R 2H p-PI3K, p-Akt,
p-mTOR 5 [ 3 3k 7K V- 44 A [m) 72 B2 09 B 5 0d i
A R A & 38 Vb hr % 4 PI3K, Akt, mTOR
mRNA Jz DU #f AL AR 57 ft 41 Akt mRNA 5 B & %
{8, 7O A LA 77 5 2 PI3SK, mTOR mRNA [ 3 35 7K
A REAIG A0 25 53O0 G812 7 S0 DU # AL
ALK SV R R AL TIL-18 7% 0 E PG, TL-10 & &
S T DU LA 4 TL-18 7 R AIK L IL-10 7%
B E HES TSI FE X, K LEY Rk
DY At AL H 7]t 2 AR e ok B L 3R] RE I R SE VD
o7 1 v 5] 2 0O R LA SOl T PI3K/Akt/mTOR
{5 5 38 B% 00 S 0 T U AR R A0 i R IL-18 N
B A 20 B K ¥~ TL-10, 2 fiff A& S vE , I 75 AL A4 B 32
2 Ji B G AR 18 52, TN ek T UCHEIR
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