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BEAL 2R TR SRR 4R (Mp RARE, 703 mg/kg) \KSC-F 50 mg/kg 28 (KSC-F50 28 ) \KSC-F 100 mg/kg £8 (KSC-F100 48 ) , 416 3
PR OB 2091, A B4 R3Y iE B4k R 3% W) AR RRER A KSR T A VAL B UCKE R ; 5 E i, & ma B A m 25k , 4R 1K,
HE210d, FIBE I RARE TARIARH I, IF T RRL A G RATRREDRREOF o, WER LM RIREN S A0
HAEHAR P X ERFARE, AR LEHAR T X ERATF mRNAA K EAME R G[G @A F IBUL-1B) . L KIEE G Ol
(FOXO1) %% i Bt WUEE 3 3 B (PI3K) B B2 4L PI3K (p-PI3K) \p38 £ ZL R i 7 9 & @ % B (p38 MAPK) . % B2 1L p38 MAPK (p-
p38 MAPK) . B85 AL % & 8B B (p-Akt) 5|89 Rk KT, Z5HR KSC-FAEE M UC /) RAIR TR Ao 25 4L 200% 5 7T R B AR B 3
Ak b 7 7 IL-18 . IL-6 . IL-8 i 7 37 58 B F at(TNF-u ) 7K -F o 25 1 28 22 P IL-18 \IL-6 \IL-17 \TNF-a 7K -F , St 8 s i e 45 iy 20 28
IL-10 7K (P<<0.05 3 P<<0.01) ; 7T 7~ 1 42 B Ho AR 45 B 20 4R F IL-1B . IL-17 . TNF-a mRNA #= p-PI3K . p-p38 MAPK ,p-Akt & &
89 F AR AR & 4 40P TL-10 mRNA #2 FOXO1 & & #9 £ 38 K -F (P<<0.05 % P<0.01), £51®& KSC-F T it 47 4] PI3K . Akt,
P38 MAPK & & #9307 , 49 4) IL-1B . IL-6 \ TNF-o 548 B - 69 8k, ATt 4 £ B F IL-10 69 ik, «M L 4R KR B, T B
EUC/hReA R IR
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Intervention effect of kushenol F on ulcerative colitis mice
HE Xudong, NI Haoyu, HE Jinbiao, LI Min, HU Yunkai, GONG Dihong, YAO Jinling, YU Jie, YANG Xingxin
(College of Traditional Chinese Medicine, Yunnan University of Chinese Medicine, Kunming 650500, China)

ABSTRACT OBJECTIVE To investigate the intervention effect of kushenol F (KSC-F) on ulcerative colitis (UC) mice.
METHODS Totally 30 male C57BL/6J mice were randomly divided into the normal group, model group, positive drug group
(sulfasalazine, 703 mg/kg), KSC-F 50 mg/kg group (KSC-F50 group), and KSC-F 100 mg/kg group (KSC-F100 group), with 6
mice in each group. Except for the normal group, the mice in the remaining groups were given 3% dextran sulfate sodium solution
continuously for 7 days to induce UC model. Concurrently, administration groups received corresponding drug solution
intragastrically, once a day, for 10 consecutive days. During the experiment, the changes in body weight and bowel movements of
the mice were observed. Disease activity index scoring was performed after the last administration. The histopathological
morphology of colonic tissue was examined. The levels of inflammatory factors in the serum and colon tissue were measured.
Additionally, the mRNA expression of inflammatory factors, and the protein expressions of inflammation-related proteins
[interleukin-1@ (IL-1B) , forkhead box O1 (FOXO1) , phosphoinositide 3-kinase (PI3K) , phosphorylated PI3K (p-PI3K) , p38
mitogen-activated protein kinase (p38 MAPK), phosphorylated p38 MAPK (p-p38 MPAK) and phosphorylated protein kinase B (p-
Akt)] were determined in colonic tissue. RESULTS KSC-F could alleviate weight loss and colonic tissue damage in UC mice. KSC-
F reduced the levels of IL-13, IL-6, IL-8 and tumor necrosis factor-a (TNF-a) in serum, as well as IL-18, IL-6, IL-17 and TNF-
a in colonic tissue to varying degrees and increased the levels of IL-10 in both serum and colonic tissue (P<<0.05 or P<<0.01).
Moreover, KSC-F decreased the expression levels of IL-13, IL-17 and TNF-a mRNA, as well as p-PI3K, p-p38 MAPK, and p-
Akt proteins in colonic tissue to varying degrees, and increased the expression levels of IL-10 mRNA and FOXO1 protein in
colonic tissue (P<<0.05 or P<<0.01). CONCLUSIONS KSC-
F effectively alleviates UC symptoms in mice by inhibiting
PI3K, Akt and p38 MAPK activation, mitigating the release
of pro-inflammatory factors such as IL-1B, IL-6, TNF- «,
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promoting the anti-inflammatory factor IL-10 secretion, and
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Wiz 45 17 2% (ulcerative colitis, UC) J&—Fp LI 2%
BN Sk S hE BRUMFAE B S AEVERAR , LAY TG
Sy B RAEAR , ARG R A R AR
X A5 LA AR, R e B A TR R . H
T, UC 1 2RI 25 BT R 2 A 2 5 259, 31X
Le 25y 5] G2 UC REAR (R IR A & T 808 8 2k
87 N7 AN RN A 1 | B 2 R A v N e S VAR
Y UC IRI7 AR

WFFE 201, P 9 RE SN e 0 g 1 266 A & vl
G UCY, PS5 F (kushenol F,KSC-F; 54 2 UL
1) 2T S B REE LAY B 5 N0 R B 2, A BT
P PO BT g S 2 B MR B R TT R R
WF5EF W, 10 mg/kg 19 KSC-F Al i 1t [ AR 4% A 1 kB
(nuclear factor-kB, NF-kB) (#1214 7K - DA B NF-«B I
i X 71874 (inhibitor of NF-«kB kinase , IKK ) F1 [ 4 i /-
# 1B (interleukin-1B,IL-18) .IL-6 [ mRNA ik /K -2k
T S AE S , TSR A A& RE AR SCAE IR, UC 8 T8k
SAREVERATE PN , RAE N A2 H & e AL AR %) B 2L
Z— A SRAE SN I8 S 5 2 VR YT UC 1 OCHE
{H KSC-F BE 7538 13 410 1) 45 W 4 i AH DG 2 1 1) e 3 ke i
I JRE I, BET K AEHT UCYE M AN TERE . ik, A HF
FEAUHI A 5T KSC-F X} UC /YT WidE A, LLA UC iR
JEZI e LAY RIS

_ OH
HO. O

OH
OH O

B 1 KSC-FH4EH#K

1 #F#
1.1 FE{EE

AW 5T I 3 AL S A1 35 SpectraMax” Plus 384 7l
W Wi i A A ( 5€ [E] Molecular Devices 23 7 ) , Eclipse
E100 %Y 1F & 62 WA . Nikon DS-Ril-U3 AUEHD i 34
A% Z 48 (H A Nikon 28 7] ) , LightCycler” 96 1 5 fif %%
J65E i (PCR) (Y A %+ Roche 23 7], ChemiDoc XRS
Rk R AR R G [P R CER (PP D) B AT BR 2
F]], RM2016 Zg 3) 7 #L (iR -RALES A PBRAF])
JB-P5 R U ML (IR A T FRA R ) ,KD-P Y
AR HL OIS SR RHB AL S A R AR,
Milli-Q AU 417K £ 4% (3£ [E Millipore 24 H ) 4§

1.2 FEZEHmEIRF

KSC-F X J& /i ($25- JOT-10801, 4fi iF >98% ) It [
S S A A A AR AT R B 5 M0 UR M v R (I
4509221203, FiA% 0.25 )W F AR TE R 200 A7 FRA
H] 5 % M B 2 4 (dextran sulfate sodium, DSS; 7% 5
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160110) 7~ [ 3% El MP Biomedicals 23 @ , 14 [ ) M AZ T
He Wy RAT RN ] 5 TIL-1B  IL-6 , IL-8 . IL-10 IL-17 . i
M HEH T o (tumor necrosis factor-au, TNF-o) fif 556 5 5 1,
FRFDN 22 (ELISA) A 500 &5 359 W B VL I3 B3 A P Rl 47
B IR A IR IL-18 XK HESE H Ol (forkhead box O1,
FOXO1) W5 B WLEE 3 3 i (phosphoinositide 3-kinase,
PI3K) . p38 {12 43 24 J5L iif 1k 1) 25 4 ¥4  (p38 mitogen-
activated protein kinase, p38 MAPK) . #§1#2 1£ p38 MAPK
(phosphorylated p38 MAPK , p-p38 MAPK) B iz ft. 25
1% B (phosphorylated protein kinase B, p-Akt) .8- L5l
[ (B-actin) FL i (58543 51|y 26048-4-AP , 18592-1-
AP 20584-1-AP ., 14064-1-AP ., 28796-1-AP ., 66444-1-Ig
20536-1-AP) ¥l H 5% [E Proteintech 2 F] ; fig 5 W R fk
PI3K (phosphorylated PI3K, p-PI3K) i 1A (£5 5 17366S)
It A & [ Cell Signaling Technology /A 7 5 2 [ 5 w5 R 77
& (BCA L) \RIPA 22 vpi I H 138 = RA W+
AR A7 B2 ) 5 PRI 58 0 v e P R A 2 1 v L
ANG-HHAL (HE) Yy £ 50 A sl 284l /R A MR A
BN ] 5 52 3R A5 il 5% 51V (real-time PCR, RT-PCR) K
DR G B FEER SR (D B A PR A A 5 5w —
. Z ¥ (polyvinylidene fluoride, PVDF) & | 5% [t i 4%
10X FLFEUE (10 X TBST 22 #hifk .5 X Tris H 2 i2-H. Uk
G2 B A AL B E R A R A,
1.3 SLIEhY

SPF 4 M C5TBL/6T /B, IR T 20~22 g, g [
DUAR (b)) AR R AR A BRA R, s A 7=V vl ik S
SCXK (5% )2019-0010, Jr 4 s ¥ ¥4 % Tl B 18~
22 °C HHXTHRIE 509%~60% 5 12 h YC /2 mE 58 75 1Y 2R
B R, A S oK, 0B N R SR LG TR SR
5o AMFSE I R R 2K AR sh W) S A0 B A A
Z oA, LS R-062023111,
2 FHik
2.1 HE BER5%Y

W5 30 FU/INERBEAIL S Ry 5 4L, 230l o0 IEH 4 A |
FH 4 %6 BB 2H . KSC-F 50 mg/kg 2H (KSC-F50 4H ) \KSC-F
100 mg/kg 4 (KSC-F100 41 ) , BE41 6 H o BRIEH 41/ R
RTIKAN , HoAe 4 /N RIS R 3%DSS /K, 22 7
d; 5 [RI, KSC-F50 . KSC-F100 £ /]y Bl 43 53E B KSC-
F 50,100 mg/kg, FHPE X B ZH /)N BRE 15 490 0t ik e 703
mg/kg, 1FH AR /N ERE B SRR R A BRER K, B3R
LR, iEZE10 d. KSC-F i3 i 2% Jo S5 I BFST s MDA
Tl R 4 750 DU AR I Je N (AR 70 ke ) I AR 1) S48 55 T
155 BT AT HE B 25 LA N, N- W 5L 2 E R (2.5% )+ i
80(2.5% )+E BHER 7K (95.09% ) TR S IR N IR
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22 —RERMBRERBNEHRTE

SEU ], TR K 45 2R FRE JT 0 45 2/ BRUAR
IR AL . ARG G SRAEEHT, S ]
AHOCSCHR 7 ¥R 4 41 KBRS 50 176 31 415 5K (disease
activity index, DAI) , DAT= (/&5 Jdi /b LU 1E 73+ 24 1
VA + 2B RE B 53 ) /3 AT HARTTE il an 2% 1
7, DAL > 0.5 R B UC AL il i 2h™

®1 DAIESIRAE

i) KERDIH RfER I Rl
0 % U kit FHEE
| 1%~4% Wi I i
2 5%~9% gbim il

3 10%~20% BEH IR
4 2000 1 KM P

2.3 MEARRE

RIRB LG , 4541/ R s 1 98 19 16 B L 244 (50
mg/kg) PEAT BRI , T MR HE B af , i BE7E =0 FCE 1 h
Jo ,7E 4 °CF L) 3 000 t/min B5.0> 15 min, 735 _FZE ML,
o BUILJG , #54H/N B STME 7 1R AR B, 3T T I
SEREHU A I A4, & 25 K s | S 45 i A4
FH 4% 22 5 B W 1 22, F TR BB SR s 5 — 47
LR LT —80 °C FARAE, TG g hrAi
24 HHELREEEUE

B2, 37 TR [ 4 A/ NRES I A 2 6, 8 %
BRI W AREW G ATE AR Y. YA
WIS AT IS K LB A AL BE, FEAR K IR ARG (per
P, 2 "W ARE G, Lih YR RS R, (e
S UBE A TI HOE ASER e RS R AR
2.5 I R L5 BH 4R 4R R A TE B F oK F 46

B 237350 45 41 /0N BRURLTE A i dt, 45 AR R 4
Ui T T AR DA AR ASCR: I 1L 375 H IL-18 . IL-6 . IL-
8.IL-10  TNF-a 7K F o H“2.3" 3 T 45 2/ AR AR I 45
o 408 &, A B RREE 2% vl (pHT.4) , 219K, F 4 °C
T LA 12 000 r/min 50> 15 min, Y4 FiE W, LA BCA B
e, F AR G U I O VAR DA AR SR I 25
AL IL-18 IL-6 \IL-8 . IL-10 ,IL-17 \TNF-a 7KF-
2.6 ZERAHELR P RAEEF mRNA Fik K F 46

K RT-PCRYERIIN . HU“2.37 30 R ZRAF B IE & 4
R ZH  KSC-F50 2H . KSC-F100 41 /)N .45 i 2H 41 4% 3
i, FIF Trizol 3R BOH B RNA JF380 5% 5% 4 cDNA ,
LT 15 cDNA MR #E4T PCR A 1S, B SR TR 20
pL, f245 SYBR Premix Ex Taq Il (9 pL) . 7547 (0.3
pL) TS 4 (0.3 wL) . cDNA #E 4R (2 wL) F1 ddH.O
(8.4 pwL) o JZREZMFINT 95 °CHUAE 1 30 5595 °CA M
55,62 °Ci K FIZEAH 20 s, 40 NMFFR . LUH THIPE-3-5%

TEZD; 20244555 35 55 41

1% It E U (GAPDH ) A N2, R 2749018 H Ay
mRNA B3R K ¥, 45 H L PCR Y 1519 751

F=P LR 2,
#x2 ZFEMEREPCRYEHSIMFIIF=HKE
HitAA Elkilig]l ik bp
17 5" TGATGCTGTTGCTGCTGCTGAG-3 75
Vil 5'-GACACGCTGAGCTTTGAGGGATG-3'

110 [-iif:5'-GGACAACATACTGCTAACCGACTC-3' 81
N5 -TGGATCATTTCCGATAAGGCTTGG-'

TNF Fiif:5'-CCACCACGCTCTTCTGTCTACTG-3! 118
Filf:5'-TGGTTTGTGAGTGTGAGGGTCTG-3'

IL-I L5 -CACTACAGGCTCCGAGATGAACAAC-3' 145
MiE:5'-TGTCGTTGCTTGGTTCTCCTTGTACS'

116 Fiif:5'-CTTCTTGGGACTGATGCTGGTGAC-3' 91

M5 -TCTGTTGGGAGTGGTATCCTCTGTG-3'

2.7 FERAALRRRAEEXE B RIEKFEKN

K Western blot {40 . BU“2.37 T R ZRA7AY 1EH
ZH BERIZH KSC-F50 2 \KSC-F100 2H /)N Bl 45 I 41 41
I B, JIIA RIPA 43, T4 °C N WFES 5 , T ok i
H 30 min, LA 3 500 r/min #.0> 15 min, W5 LI, DA
BCA VA& & JE RS RN . AR 5 1) 8 P RE i
2 TR LR R - R A BB RS UK A B S L e
PVDF B I+, D) 5% [ Rg Wk £ 141 5 BERR J5 , in A IL-18
FOXO1 .PI3K .p-PI3K .p38 MAPK .p-p38 MAPK .p-Akt.
B-actin—HT (B LB R 1:1000), T4 °C P E 1t
B VRIS, A B i (R B L84 1:5 000) , % i
EE 2 hy YRR 3 Yk, B AL 2% R OCREAR IS ) B (0 ),
TAFERCHUR R G T iR . LA B-actin NS, ffi
Image J A4 4% B O H I 557 K EAE, VA H B8 H
S5 WNSH KM I ERR H R AN RBEKTE,
2.8 HitEFE

K HISPSS 21.0 A X B A T et o3 b . Edli ¥y
Phx s 3Row , 2R EECR RN 2 5 225007, i — 20
PG LR H LSD-1 K o K 7K 1 e =0.05,
3 H#R
3.1 KSC-FX UC/MNR—MERREHAELRFRERS

FEYKH DSS /KI5 AR /N R AR A R T
R Ea 3 DAT 4355 15 % 20 i 3 7 i (P<<0.01) HoR it
0.5; Z5 I IEH 4 B E 4 6 (P<<0.01) , 5 AU RS
SEFY I SZ AN, PR AN S0 R A 3 i
LW UG 45 25 AN R E DB 9 1 0 A T ek
5 DAL R i 25 BRI (P<<0.01) 5 [RIA, /)VER
4 i Y e A R 2 i 2 SE K (P<<0.01) , 25 I 4H 8L I s
SERIEASAS B W kst FLAT LA AR 4, 48 i 40
MO TG IR Frsiis . 25 ILIE 2,
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AN R E AL

8

B AN
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I m NV Inom vV
B/NRDADEAMEE (X £5,0=6)  C/AMREHKEHLE (X +5,n=6)

3 -
QR L A AT AR
o 1em 2 3 El 8 € 7

=
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e
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BRI HRZH

KSC-F50 41

I -
o iem 2 3 a4 5 6 :

KSC-F100£H

e - i

E 7L U - N . A
D/ AN LRIZH 21 5

T B 2H; 1 BORZH 5 I BHPEXT RZH 5 IV . KSC-F5041 ; V :KSC-
F1002H ;a: S51E# 40 H#E, P<0.01;b: SHIRIZ He g, P<0.01; 21 (08 .
Rass A 2 0 P PR AN 5 B 5755 Sk < SRR AN
2 KSC-FXUC/INR—RERKEEmAERARERS

AN

3.2 KSC-F XF UC /MR I i35 A% 45 B 28 27 vh 5 i & F 7K
g EA

5 IR A BT/ BUMLTS 6 R AT IL-1B  IL-
6 IL-8 .\ TNF-a 7K -2 i 3 75 (P<<0.01) , $iL R [H T IL-
10 A FRHE RG22 X (P>0.05), S5HEAIZ
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Fo#E, 4% 25 W 20 1T TL-18 . IL-6 (KSC-F50 ZH &4 ) \IL-
8 . TNF-a 7K 34 5 25 F A, IL-10 /K3 i 25 T i (P<
0.058 P<<0.01), Z5RILE 3,

800 =
O Ewal

O gl

| e RURRCOY IS
[ KSC-F5041 c
[ KSC-F10041

=]
=3
S
1
He

400 b

RRAEHF 7K/ (pg/mL)
-

)
=3
S
L
s
o
o
o
®
o
o
®
o
o
o

0 -

IL-1B 1L-6 1L-8 IL-10 TNF-a
a: HIEHALLE, P<0.01;b: SHAIZ L, P<0.01;c: SHHIZH
ks, P<<0.05,
3 KSC-F 3t UC /MR M iE #E B F 7K F B 400 (x +
s,n=06)

HIER A i AL /NR S I 2P R R T
IL-18.IL-6 .IL-8.IL-17 . TNF-o 7K V-3 i 2 T8 (P<<0.05
% P<0.01),HiRHETIL-10 BA FEHEZES IS
M(P>0.05), SHEEAIL AR, 25 25 a4l NREE I 2
IL-1B ( FHAE X BEZH 43 41 ) \IL-6 . IL-17 . TNF-o ( BH A4 %5 R
ZH . KSC-F100 ZHBRAM) K- i R, TL-10 7KF- CBH M
X HRZH B4 ) 14 B 25 T (P<<0.05 8% P<<0.01) ,IL-8 S AT
TR HZE R TG 2EE L (P>0.05), 253 LK 4,

8007 =3 iEwan
3 #g]
0 B Rl

[ KSC-F5041
[ KSC-F10041

=3}

=3

S
1

He
o

400

JeNE K F7KF-/(pg/mL)

)

=3

S
L

IL-1B 1L-6 1L-8 IL-10 IL-17 TNF-a

a: GIEH AL, P<0.01;b: S LA, P<0.05;c: HIEH 4
FoAE, P<<0.05;d: SHRA H#R, P<0.01,
El4 KSC-F Xt UC /MR 457 H R R EF K FRIF

M (x+s,n=6)
3.3 KSC-F 3t UC /I\FR 25 7 40 42 fF ¢ fiE Bl F mRNA &
ey A
SIEE A LR, BRI /N R 25 I 41 21 IL-18 L IL-

17 -TNF-a mRNA [ 57K -3 1 2 F155 (P<<0.01) , IL-
6 mRNA £ 7+ . IL-10 mRNA B4 R, (HZ 2T
Gt B L (P>0.05), SHIRIZH AL, 45 2504 /N R
45 i Hh TL-18 (KSC-F50 B 4h ) \IL-17 . TNF-a (KSC-F50
4 4h ) mRNA 132 35 7K -39 5 25 1A% (P<<0.01) , IL-6 .
IL-10 mRNA [ 18 B A [ E(H 22 R TR g 2# 2 X
(P>0.05), S5HRUES5,
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3 Ewdl
T [ 507
s I [ KSC-F50 4

B [ KSC-F10041
%
B
6
<
Z
4
=1 4 a
i i
= a
y b
A 2 I " T

i T = b
LA, [l ﬂ,iiﬂiinll
IL-1B 1L-6 IL-10 1L-17 TNF-a

a: SRR ZL A, P<<0.01;b: S84 Heds, P<0.01,
B 5 KSC-FXf UC/INREE R E R & AEEF mRNA &
EHIIE (x+5,n=6)
34 KSC-FX UC/NREMALRPRIEHEXEARIE
Eap=Al]

HIEHE A I, SR/ R A A ZUIL-18 . p-Akt,
PI3K .p-PI3K .p38 MAPK .p-p38 MAPK ZE [ ) ik 7K F
BA TR, FOXO1 H H M FRIA K- BAREL, (B 2E 75
Jegiit = L (P>0.05) ; SHIAA L, KSC-F100 4
/NS I 41 40 p-Akt, p-PI3K . p-p38 MAPK 2K H (1) %
IKIKF 14 5 B FRA , FOXO1 8 A i 2635 7K F B 35 TH s
(P<<0.058 P<<0.01), Z55ILE 6,

17 kDa

IL-1B

————
———
| ——n,
| ———
f——— —
=

PI3K 100 kDa

p-PI3K 100 kDa
p-Akt 60 kDa
FOXO1 34.7 kDa
p38 MAPK 40 kDa
p-p38 MAPK 43 kDa

p-actin 42 kDa

IEHU [ EE KSC-F5041 KSC-F10041
A FIRIB KA
2.0 -
O E#4l
[ - EiE
[ KSC-F5041 b

15 - [ KSC-F10041

IL-1p p-Akt PI3K
B.EHFRBHIEE (X +5,n=6)
a: S A, P<<0.05;b: SHEZE A, P<<0.01,
6 KSC-FXUC/MNREFARPREEXLEARIE
kA

p-PI3K 38 MAPK p-p38 MAPK FOXOI

2GS 202445 35 B4 4 )

4 it

UC 1 B AL AR R AL 45 A L 1 15 R A i i
BN, BT, UC By & e R AN B (H AT RE S B B
P GsAE R A AR R A G UC B BRRAE
FEAE 45 17 %0 Rt 22 20 W 10 3 (0 82 SR v S8 ™
WA e &SR R b, PISK/AKt {5 538 4% J% FOXO-1 IL-
18.p38 MAPK 25 [ 85 TG , 15 741 14 v P4er 248 Jf F 1
W 4 LB TS 9 i PRI 1, 5 | & AR S 5 SR S 1 7 35
S5 W 26 P ML AE 9 e o A S A A o L R 9 A0
B YIS R B, TG 5 | S 4L SUK Bl | 25 2k 1k Fn it iz I
BT L AR AR BN IR SRR B A 2 TR YT UC
Y OCEEE . MIAUR I E 2 G R TG YT UC 1 259, Fodt
RIGEER D], WOV EASBE T A BT B 245

FESE I RAE T, e R R F TNF-a_EIRSERSE s b
F BB AR HE IL-6 \IL-1B8 =4 5 S R A AR R 7
9 IL-10 AT 4E45 8 7 EFa 8", KSC-F 2MES A
IR — b S I R BT 26 4, R S A B R
PUA PUR G HEW" T ARPFFRE R R, 50,100
mg/kg ) KSC-F A it 38 UC /N AR B0 i 5 0, 3%
FEARDATPES) , B E 3G A K 1 S 4 i dh 4L IR 4
OHCiE | U RS PRSIl A RE NI , REA TR
T b [ AICABS AR /)N BRI H TL-18 . IL-6 . IL-8 \ TNF-a I
AL IL-18 . IL-6 . IL-17 . TNF-a 7K, LA S &5 i 20
A IL-18 . IL-17 . TNF-a mRNA [ 7635 7K - , $27R5 KSC-
F EAT 05 UC /N RS I 20 S0 28 AR R L AP FH

PIBK (1340 R TE Ak Ak, DT HF 4 i 200 i i) 38 v
FIAE R F 1 =B Beah, 16 1R Ake v] £ s i 4y
FOXO1 ik, TTE— BB I IL-1B (3R, 1T IL-1B8
Al HE— 2530 p38 MAPK, M fin i 4 4 s ™,
W], MHY 2013 A] i i 41 i Akt #1 p38 MAPK 19
1% HEINFOXO1 & H I ERE , I IL- 18 AY%E 5%, M
B 1R 5 R AP 51 R Y S0E S B, $2 7R PI3K., Akt p38
MAPK # [ P30 5 R S i & A R SR 2 DA oG,
ARWFFELE R w76 DSS 75 T BRI /N Bl e, o4k
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