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EWEHM&;@H}H@&I%TNF-a HLA-DRA,CD80 mRNA ik % (P<0.05, P<0.01), FA AR M 1 (200 mg-L")%H TNF-a %&
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Observation on Effect of Atractylodesin Il on Gastric Cancer Cells Based on

Macrophage Polarization

YUAN Meng-yun, ZHANG Xing-xing, XIE Xiao-dong, CHEN Min, WANG Hong-xing,
WU Jian, ZHAO Zhi-qiang’
(Affiliated Hospital of Nanjing University of Chinese Medicine, Nanjing 210029, China)

[Abstract]  Objective: To investigate the anti-tumor effect mechanism of atractylenolide II by studying
its effect on macrophage polarization. Method: Phorbol myristate acetate (PMA) was used to induce THP-1
cells differentiation into macrophages, and methylthiazolyldiphenyl-tetrazolium bromide (MTT) colorimetric

assay was used to detect the effect of different concentrations of atractylenolide II on macrophage growth at
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different time points to screen out the safe concentration of atractylenolide II . The macrophages were treated
with different concentrations of atractylenolide II for 24 hours and then were co-cultured with gastric cancer
cells. The survival of the two types of cells was observed under light microscope. The proliferation of gastric
cancer cells was detected by MTT assay to determine the effective administration concentrations of
atractylenolide II . Cells were divided into blank group, model group, atractylenolide II high dose group
(200 mg-L"), atractylenolide II medium dose group (100 mg-L"), and atractylenolide I low dose group
(50 mg-L"'). Wound healing assay was carried out to observe the effects of different concentrations of
atractylenolide II on the migration and morphology of gastric cancer cells. The expression levels of M1 and M2
macrophage surface markers CD86 and CD206 were detected by flow cytometry analysis (FCM ). Quantitative
polymerase chain reaction(Real-time PCR )and Western blot were used to detect M1, M2 macrophage-associated
tumor necrosis factor (TNF) -«, human leukocyte antigen 2 (HLA-DRA), CD80, transforming growth factor
(TGF) - B, interleukin (IL) -10 and IL-6 genes and protein expression. Western blot was used to detect
intracellular phosphatidyl inositol kinase (PI3K) and p-PI3K protein expression in macrophages. Result: When
the concentration of atractylenolide Il was 1, 10, 50, 100, 200 mg-L", it showed no inhibition on macrophage
growth. As compared with the model group, macrophages treated with 50, 100, 200 mg-L" atractylenolide Il
significantly inhibited tumor cell proliferation (P<0.01). As compared with the model group, the migration rate
of tumor cells in the atractylenolide II (200,100 mg-L") groups decreased (P<0.05). The expression levels of
CD86 on M1 macrophage surfacen in the atractylenolide II (200, 100, 50 mg-L™") groups were increased ( P<
0.05, P<0.01), and the expression levels of CD206 on M2 macrophagen in the atractylenolide II (200 mg-L™")
group were decreased (P<0.05). The expression levels of M1 macrophage-associated cytokines TNF-«, HLA-
DRA, CD80 mRNA in the atractylenolide Il (200, 100 mg-L") groups were increased ( P<0.05, P<0.01), and
TNF- « protein expression in the atractylenolide II (200 mg-L™") group was increased (P<0.05), M2 type
macrophage-associated cytokine TGF- 8 mRNA expression levels in the atractylenolide II (50 mg-L") group
were decreased, and IL-10, IL-6 protein expression levels in the atractylenolide II (200 mg-L") group were
decreased (P<0.05, P<0.01). The expression levels of p-PI3K protein in the atractylenolide I (200,
100 mg-L") groups were also decreased (P<0.05, P<0.01). Conclusion: Atractylenolide Il could induce the
polarization of macrophages to M1 type by reducing the expression of p-PI3K in macrophages and inhibiting the
proliferation and migration of gastric cancer cells.
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Ja oo W R R B R PR AR R 2 R
R FEBAE R . A ARNE T, AR MBS
| | | P 5 3 gl /NS B NS L o N D R i L
5% R I B A T E g i s bR SR O B
T WML FEPE . R PR 2 b 3 %2 i 96 4
PR VE R PLE B T A 25 Sk E i L
S A5 A] LA I I iR GBS B b Y L 4 e
BUR B Bt i g e 2 VE T, BRI oK D0 Skl . [
I, AR SC 32 A S0 WA 1R Y BRI XF L A i
R T AR IR R H AT BRI AL
1 &8
1.1 40tk SGC-7901 A W % 40 e , THP-1 A #
2 4 M ph B 2 B BRI SR ) R B 2 g
A Jf 2 (R b R B A0 B R ) AR AL O sk 7 A
MLALAC . X Pr A SC 8, 4 iR K B A G R
80% ~90% . SGC-7901 4 At FH & 10% 7 4E 4 il %
(CS) ) DMEM 5 3% Wi 3% 3% ; THP-1 40 il FH & 10%
545 1L (FBS) (9 RPMI 1640 15 37 Wi 55 5%
1.2 24500 5350 O B lE (PMA) , BEWE E (MTT)
( 3% E Sigma 2 # , it 5 4> %]k SLBX8889,
MKCK7253) ; FIAR P B 1T (BCER 2 ik A Rk B A
a5 MUST-19030202) 5 Ji% B 200 i 75 16 W (/e e
HAREWEHEARAA AL S 061319190715) ; trizol
(2 [ Life Technologies /A fl , #it % 213409) ; ¥ % 5%
i 5 & , SYBR Master Mix 2¢ 6 & &= 7 & (5 504y
ME B Ak R AL e S 4 B A 7E242758,
7E141K7) ; CD86-APC human ( {# [ Miltenyi Biotec
7] L5 B265383) ; APC anti-human CD206( 3% [
Biolegend 2\ 7] , #t %5 5171019408 ; fif J&4 3K 4E A 1
(TNF) -a, A 41}l 4~ £ (IL) -6, B 5 Bk L B 3% i
(PI3K) A 2 1k (p)-PI3K , B-JUL 8l & H ( B-actin) —
U (3£ E Cell Signaling Technology 2> & , 78 5 43 51 A
8184s, 12153s, 54055, 4228s, 8457t) ; PCR 1% §% 5% iR,
7 HiScript I RT SuperMix for qPCR ( +gDNA
wiper) kit, & & 3 ] ChamQ Universal SYBR qPCR
Master Mix kit( 74 3 i ME#E 23 7], 525 4 31 R323-
01,Q711-02).
1.3 {¥#F ELX800 % 4= [ 3l fifi #r 1Y ( 35 E Bio-Tek
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P38 4%, 7500Fast B 52 W] 2¢O 5 it 2R A Wi A% =X R N
(Real-time PCR){Y (ZEE ABI/AH] ).

2 FHik

2.1 MTT Lb (32 6 0 20 i 6 4 B8 80k Ky
THP-1 A 5 4% 40 B, 74 %% 40 i % )% 4 5%10* 4> /mL,
PR T 96 FLA L 100 WL/AL , A PMA , i H: 2
HH N 50 wg'l”', 37 °C 5% CO,fH i 55 3% 4 15 7
S 24 W EE B 0T AS EAE S A B AT M . e
Ot B J T A SR R R L R R Ak S TR
AR R I 28 5 & % 8 24 0, 1,10, 50, 100, 200,
300,400 mg-L". 553% 24,48 h, 70 3 T & L 40 g Y
A5 gL' MTT 20 wL,37 °CAEl 4 h, % Fig, T
2 FL 43 9 A U 38 AR (DM SO) 150 L, 4 ¥
e bR A e B L AN M AE 570 nm i 4 Ak 1%
JGHE A, ARSI W] e B2 (AR TR T X w5 4 3
PE I 52 M)

22 JEEEME K MTT @k ieis 55
LG 200 B[] 2.0 00 485 15 3R R, A 2% 5 B R R
1,10, 50, 100, 200 mg-L" ) A A N Eg 10 4E H
24 he W25 BW, A 2x10°4~/mL SGC-7901
B A0, 100 wL/AL 2 B b g oy 101, g 5
24 ho 5] GROEE ULER AL I Al IR A 40 R . 43 B
T & FLAM N A 5 gL' MTT 20 pL, 37 °CHE
4 h, 3 L, FA&ILA 5 51m A DMSO 150 wL, 4
ViV RIS AR A b 332 O L 41 I AE 570 nm %K Ab
Ao TS by 20 B A0 R R = (A A s )/
(A sma—A 110) % 100%

2.3 4 R0 I S 0 R T 4 P AT R RE Wiz £ %ot %
AR 1Y SGC-7901 1 i 40 MU , K 4t Jfd %5 2 4 % 2 5%
10°/mL, 7T 6 fLAR ,2 mL/fL . F Marker 2£ 1%
6 fLIR A& AT SR £k, Ty, B T 37 °C
5%CO, 4 L 15 F= 6 5 o 40 WG RE L 48 A Y
4 80% B, 10 WL f f % Y 4 W A5 2 1 T 8 o
L7 M B AR QIR SE R RS TR A 22 2 Tk
B SR WG, W TR £h 22 v (PBSS) Uk 14 1% 2 40 L% -, ¢
4B 53 ka5 4 (SGC-7901) , 4% i 41 (SGC-7901+
THP-1 ), AR NAEE T 50 mg- L' 41 (SGC-7901+
50 mg- L' AR P Eg I /E A THP-1 )5 B3 ), A AR N
fig T 100 mg- L' 41 (SGC-7901+100 mg- L' {4 AR P fig
Il £ THP-1J5 L% ), I AR A B T 200 mg-L" 41
(SGC-7901+200 mg-L" 1 AR M fig 1 1 A THP-1 )7
) L2 A A R R AN A A Ay i 4 R
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ANFEHEARNE T F o224 E AR LE ®1 si9E3

kSR . Hi9R 12,24,36 hoK 6 fLAR B TE) B Table 1 Primer sequences

BEBE T VLSS B IF41 B8 L 68 P Image TR PFHT HF Pl 1 514 e (5-3) s

S M RE A RN, T R=(X Bactin_ [ llf TCACCCACACTGTGCCCATCTACGA 295

JRETH AR o\ = RIIR T AR | s e ) AR TR o T il CAGCGGAACCGCTCATTGCCAATGG

2.4 FCM Fa il 20 i % £k o 48 X 202 K Y THP-1 TNF- L CCCAGGGACCTCTCTCTAATC 211

4, I R A M BE R 2107 /mL, 2R T 6 fL AR, T TGAGGTACAGGCCCTCTGAT

2 mL/AL,PMA E SN BE 5, mMA AR NES T, HLA-DRA |3 GGCTTGAAGAATTTGGACGA 175

fifi HL 2 &k B oM 0, 50, 100, 200 mg-L'. & T F i GGCTCTCTCAGTTCCACAGG

37 °C 5% CO, 5 R 461555 24 h, WA 4N , 4 5l F CD80 1 GGTCCAAATTGTTGGCTTTC 230

A7 40 i 2% 1 B B CD86 2 41 i P 4L J5L CD206 Y it 28 T TTTGTGCCAGCTCTTCAACA

gefn o Hop4H M AR TR CD86 T A e 4 A4 A TGF-B 3 CAACAATTCCTGGCGATACC 192

CD86 10 pL, #EMH 30 min, 300xg & 0> 3 min,
YE2 W, F LA PBS 500 wL & . CD206 fifg
27 % NI 1 & fm A Cell Fixation &
Permeabilization Kit #1 [ [# & A, 100 wWL/% , =i
#HEEG 15 min, 300xg &5 .0 3 min, P& 19K, 3% L3, N
A PBS 100 pL 5 & . Il A BRI B, 100 wL/4F
CD206,5 wWL/% . WATIRA 5, & i #F O 15 min.
300 xg B0 3 min, P 2 WK, 5% L7, WA PBS 500 pL
. L h A ORI . 25 58 H FlowlJo #X
AT 57

2.5 Real-time PCR Kl #H ¢ 3 K F ik K 40
R 5 m 2 1a) 2.4 350 A0, DA trizol 3843 24 1 40
JH0, B0 7 vk R AN B RNA L JH AR oo
ORI RNAFE i ¥ B 2 & B, B & 7E 260, 280 nm
Ab 1 AR, DAAE 1.8~2.0 7 & 4%, L RNA B Ri it %
A cDNA, JH PCRAHEAT I B, 47 38 4% 1 - T AR
95 °C 30 sPEFF 17K ;95 °C 55,60 °C 30 s, 7§ 2R
407K ;95 °C 155,60 °C 605,95 °C 15 s, fEFF 17K .
K HI 2484 % PCR 45 R A7 86 40 i L 1H 5 A C=
Ctnamu&_qwj%auq; AAC=A C[?{:f‘d?ﬂ_ A C[?)‘t'lﬁﬁ;%%u,ﬁj_l:
Br=244C ForpEE A BUE Y R 1o il B 4
H M1 M2 UM mRNA £A 0. 519 %5
e PR ( ) ARl A L IR 1

2.6 2 1 S E B3I v (Western blot) A6 i = 16 48 fifg
MG HRIL I IR 5 H 2.4 50, 5 4
L, 58 255 R U, PBS MR ¥ 2 UK, A RIPA 4 fif1 24
i R e e I A R I = e A <
PRI 3 YK, 15 s/, 4 °C, 12 000 r-min™ & .0
20 min, ] BEVEW . B THE OB P . H BCAEN
FE LBV LW B RS RE AL 20 g B RE R R AT R
N o 25 5 TN e Tk e 8 I 43 25 L % 31 PVDF IR, ] 5%
BSA £ [ 1 h, B 3 47 09 B, 43 ) ¥ T TNF-a,

T it AACCCGTTGATGTCCACTTG

IL-6,IL-10, PI3K, p-PI3K (1: 1 000) H 1A 7 , 4 °C
VKA, Ok B A TBST 06 3 ¥k, 10 min/ik , J5 X
AR ZH (117 ) SR E 1 h, 4 TBST & Uk
4%, 5 min/Ik , R RG24 O6 A% & g b AT &
JE R 43 Mt o FH Image Lab EIAZ 3 Br &5 1 v 47 &%
FO BT, A 5 B R A, LA 4% 2 TA) 26 5+
2.7 Gtk S5 R SPSS 22.0 GE A XF
B H AT AR By HT B DA vks ROR o R IE S 4
A ATy 22 55V 2 4 22 ) B R e R TS R &R
25y T, E — 25 T L A A W M 25 Tk
(LSD) ; J5 2 A 55 & & JH Dunnett's T3 ¥ % , P<0.05
TRERAGIFE L,
3 &R
30 FIARWE DX EwMEARGER 550
A, AARNEE DT 1,10,50,100,200 mg- L' £ ]
24,48 h, B R MU AE K O] AR AR s R MR T
300,400 mg- L' F J 24 h, F W5 240 i A4F K JC i A8
1k, VE T 48 h, W g 40 i 9 A K Az B (P<
0.05), L, ALK 1,10,50,100,200 mg-L"
B AR PR TR T E RS, W2,
3.2 AARWER T1EM G R E W40 X SGC-7901 B
A0 MBS B R 2o 5B RL A [ B, 50, 100,
200 mg- L1 R YR I VR S B e 200 i i fnb =55 417
il SGC-7901 1 %% 41 Jfd (¥ 384 58 (P<0.01) , I 15 ¥ i
HEIEAME. WE1,%3.
3.3 FIRER I FE A S i B s 20 A T ek g8 4 il i
BAE M dH M3 5R & 24,36 h, SRR L
B, AARNEE T 100,200 mg- L 2H 20 A %) 5 i FH 4
hn, R A A R FEAK(P<0.05) . £ AR NE I 8
i 3 o8 52 1 I A0 i B ) SGC-7901 1 i Al i i FS
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F2 BARNE X EEHAEIGEBFIE (X£s,n=3)

Table 2 Effect of atractylenolide Il on macrophage proliferation

(x+s,n=3) %
21 5 PR 24 h 48 h
/mg-L!
e8| - 0.00+1.61 0.00+5.28
EE NI 1 4.04+2.13 9.30+3.69
10 -0.18+1.33 0.31+1.07
50 1.76+8.12 14.16+27.75
100 6.85+10.13 0.93+1.40
200 9.84+7.02 19.53+5.81
300 11.25+8.29 38.14+4.03 2
400 12.83+16.74 53.95+10.53

®3 BANBEIEREEAERI SGC-7901 B /& 41 K 18 5 K 72 1
(X+s,n=5)

Table 3 Effect of macrophage treated with atractylenolide Il on
proliferation of SGC-7901 cells (x+s,n=5)

A5 ’ﬁifg Ay %
2 - 2.21+0.08 0.00+3.62
il - 2.31+0.51 -4.55+2.43
EENSIEI 1 2.21+0.03 0.14+1.52

10 1.90+0.06 14.88+2.7412)
50 1.63+0.08" 27.76+3.67"2
100 1.36+0.02" 40.58+0.86'2
200 1.21+0.09Y 47.46+4.10"2

5 e I 8 Y P<0.05,2P<0.01,

E F
AL ZS LB C~ F.AARNER T 10,50,100,200 mg- L' 41
E1 XBETERNEIERAENERMAMEIT SGC-7901 & = 4 i
BT 75 B I (5] 5 3BT L <40)
Fig. 1

Morphological effect of macrophages treated with
atractylenolide II on SGC-7901 cells under light microscope

(inverted microscope, x40)

1. WK 2,34,

3.4 PR NS T X 5 40 A A A A 5

340 HAR TR T X w20 A A% fh 4% 5 P 38 A 1
o SRR LA, R AR 1T 4% 41 MBS I
i 1 2% 1 A5 % CD86 3 ik ¥ A7 14 5 (P<0.05, P<
0.01), H A (1A S 1T 200 mg- L 41 3 1 5 (P<
0.01); SHE A AL, R AR [T M2 AL I 4 Jifg
F M bR & CD206 R A A MG H, Hrh B AR AE 1T

200 mg- L' ZHR#EAR A 8 (P<0.05)., W3 5.
- 104 -

W52 A P P<0.01; SR A 82 P<0.01 .

3.4.2 PRSI X F w20 A Al £k 41 56 56 I A9 52
e SAECAYA AR, R TR T 45 4 M1 AL g 20
Jifd #H 5 3 [ TNF-«, HLA-DRA, CD80 mRNA # ik
A A ARNE T 100,200 mg- L 21 B & 4%
% (P<0.05, P<0.01) , 200 mg-L"' 41 HLA-DRA,
CD80 & & 1 5 (P<0.01) . SERIL] AL, AR N TR
I 50,100 mg-L" 4] M2 &I [ W5 40 it AH ¢ 3 K TGF-
B mRNA kA FEMER, ARANEE T 50 mg- L' 4
i AR (P<0.01). WFEK 6.
3.4.3 PR NTEE T X w2 i 1k 4 56 2 F Y 5
e AR R, RN T & M1 AR
Wi 4 B AH 5C 8 1 TNF-a 3 A B mfa st b R
fii 1 200 mg- L' 2H 353 & (P<0.05) . FIARANAEE I
25 W BE 4 M2 Y L A i AH DG AR TL-10 B A BRI
B, Hoh R B T 200 mg- L' 3 5 B K
(P<0.05) ; SHLAA A%, (AR N g T 4%k 5 4 M2
T 5 W 40 A 56 2 1 TL-6 26 3k AR (P<0.05) , Hih
HA NS T 100,200 mg- L 20 i 2 F& A% (P<0.01) .
W2 7,K 3,
3.5 FIRNTER ITXT 40 A PI3K B AR 1k A9 52 il
SRR A, AR P B T 4% v B 4 PI3K ik 6
AL, p-PIBK F kA AL H, b AR MR T
100 mg- L' 4 p-PI3K % ik FE K (P<0.05) , - A P s
I 200 mg-L"' 41 p-PI3K % ik 2 & F# X (P<0.01) .
LK 4,38,
4 iTig

A 5T A TE IR T O R O R R
AR AE 20 B, b g oh 25 v R TR AL 7E B R YT
HEF AL R XS S Y s (g AE 28
e SRR 3 AT e A, (48 BRI SRk ) 3 2R TR, BB
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A5 4B BRI C~E. ARG T 50,100,200 mg- L4

B2 AARNEI1EAEEMEMIT SGC-7901 5 7 40 A 5T 7 88 J1 MO B M (18 & 5 35T, <40)
Fig. 2 Effect of macrophages treated with atractylenolide II on migration ability of SGC-7901 cells(inverted microscope, x40)

x4 BRAEIIEAEEEEIT SGC-7901 HMKRERKBEENHM (F+s,n=3)
Table 4 Effect of macrophages treated with atractylenolide Il on scratch area and healing rate of SGC-7901 cells (x+s,n=3)

VIR A5 2%
250 J R e /mg - L
12h 24 h 36 h

ZH - 14.55+1.44 35.86+8.85 45.69+6.36
i - 17.50+3.53 36.29+5.59 55.57+7.37
FIAR N AR T 50 5.89+1.93 16.81+0.48 36.4249.11

100 6.39+3.28 12.77+3.34» 22.29+3.81"2

200 7.3742.29 11.44+2.59%) 22.32+4.18!2)

525 4L D P<0.05; S AR I L 45 2 P<0.05 .

x5 BAARAE T3 E8EHMERLE (T, n=3)

Table 5 Effect of different concentrations of atractylenolide Il on

macrophage polarization(X+s,n=3) %
21 5 PRk CD86 CD206
/mg-L!
LR - 5.64+0.43 29.39+2.14
AR AR T 50 11.60+0.85% 26.02+6.99
100 20.15+2.3" 20.18+4.38
200 24.75+1.32 17.53+2.84"

R Y P<0.05,2P<0.01( 5% 6~8 7)) .

B (ER ) BRE s 7 (R A
%= WA S U S0 = I IR = N =R (S B N
BTy, WEIE A B, AT LA kA A S O 4

J R T RO, SE R AR AR T, I, BAT PR
PUIMR I 18 s A U R W SO A A
Fl o 2B/ 05 260 R B R TR 13k 7 9 20 A 412 O
ToAE B AR A T I X 45 i i 200 0 e A i O T2 A
Hl o SRR BT  BE R AT I 6 K i o 40 L A
fE g TR
UTAFE R, Z2 A WE T A B b 25 A HL A 1Y bR
PR e e A AR o B A5 R K
Z W5 (APS) B8 1o I 5 40 i 4 22 2 E 410 il Jie 96 A=
Ko, E B AF A B T O 1 T MR
WA R SRR . W 2 Y R AAR
20 W RE I 55 13 Wk 240 i A4 1k 2 E o
L 2 0 2 e e ol B 05 v B R SR E AE NE
- 105 -
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*k6 BAARMEINEMEMAM TNF-a, HLA-DRA,CD80, TGF-8 mRNA & ik

Y8 (x+s,n=3)

Table 6 Effect of atractylenolide II on expression of TNF-a, HLA-DRA, CD80 and TGF-B mRNA in macrophages(x+s,n=3)

2 53] J VR B /mg - L TNF-a HLA-DRA CDS80 TGF-B
EENSIEI 50 1.08+0.24 1.18+0.14 1.44+0.32 0.63+0.032

100 1.30£0.06" 1.59+0.19" 1.61+0.38" 0.91+0.10

200 1.26+0.11" 1.93+0.222 2.40+0.412 1.13+0.14

1 B 4] TNF-a, HLA-DRA,CD80, TGF- mRNA M XF 35 W 1.,

*7 BAAME X ERMM TNF-a,IL-10,1L-6 & [ & % &

W (X+s,n=3)

Table 7 Effect of atractylenolide Il on expression of TNF-a, IL-10 and IL-6 in macrophages(x+s,n=3)

2151 J e /mg - L TNF-a/B-actin IL-10/B-actin IL-6/B-actin
LR - 0.14+0. 01 0.47+0.01 0.28+0.01
EENSLI 50 0.19:£0.46 0.37+0.01 0.18+0.04"

100 0.31£0.15 0.33+0.11 0.17+0.042
200 0.38+0.16" 0.26+0.19" 0.16+0.012

- —
o ot . T

1L-10 ' 70

1 A ke

- “\ # 21kDa
% BT »

[factin WEEEGE_G S-S S— 13 kD2

A B C D
A B~D. AR M T 50,100,200 mg- L 21 (& 4 [])
B3 BAAEITERMIEM2BERMAMEXEBRERK
Fig. 3  Electrophoresis of M1 and M2 macrophage-associated

protein expression by atractylenolide Il

PI3K | — “”” 110 kDa
- ‘S > -, i g L |

P-PBK  — - - .” * 85 kDa

Factin S ——

A B C D
B4 BANET/EMAERKMAM PI3K X p-PI3K & A RIiL Bk
Fig. 4 Electrophoresis of macrophage PI3K and p-PI3K protein

43 kDa

expression by atractylenolide II

8 SF A ) A% AN i 2E R S AR TR AL O B A
A I A 85 IS 52 22 ol A R 52 e 434k M
AU M2 AL A R, FR A bR A OC B 2
(TAMs), TAMs E 5T M2 E 8. M1 R 40 i
ELA B M A0 Ty RE R b R ) ML RE IR 5
BHF 00 TS (B0 98 R0 ) A OG ,  IL MT L I 4
M9 1Y 1 A5 A HLA-DR,CD197,CD86 % 1T
- 106 -

x8 BAANBEIXNEMRMA PIBKE p-PBKEARENZIT
(X£s,n=3)

Table 8 Effect of atractylenolide Il on expression of PI3K and
p-PI3K protein in macrophages(x+s,n=3)

21 5 Jo e e S /mg - L p-PI3K/PI3K
R - 0.22+0. 001
EENZI 50 0.180.04

100 0.09+0.02"
200 0.07+0.012

2 (IFN) -y, I8 £ 85 (LPS) Fl 98 3K 56 Al F ( TNF) -
a S AR 40 A 10 M1 B AR Ak, I 43
ROS,RNS, TNF-a, 140 i3 4 2 (IL)-1,1L-12,1L-23
PR s M2 AU B 20 A 3K f i 0 o R i R i
A7, HEPWEP%?%E’JMzﬁi%ﬂ‘ﬂ'ﬁTﬁFKE(ﬁflﬂﬁﬁﬁ
W) MK o H O M2 R WA A R T A B A
CD209, CD206 %" . f£ IL-4, IL-13, IL-10 Al
TGF-B % M T, B W 40 i 1) M2 % 1k, 3F 7 b
TGF-B,VEGF,EGF % [H 712/

PI3K & —Ffrid FH i 98 40 i 5K 2 B 7, H i 2
WFIE Kk AL 2 B i i Th #R A7 A8 PI3K 5% o PI3K fE
HAMES TS5 - ROIMEEAE LRSS, &
BHEERKHATHES M NIFRZ 5 405 .
FEIE A C M5 5 a8 o JL T8 NS B — o A
Jfl vh, PI3K &R AT LA AE Dy 36 97 98 E 1Y 2250 AT
SOLER %/ % ) PI3K J& ¥ J7 e B 4t 25 P 4 0 Jie 98
i) T B4, MAYER 252 % B PI3K 2 4 J7 3L I o
) T A

LAk B A PI3K A BF9Y © & T s, BF
7% & P PI3K i 1% GE i id PI3K/Akt/mTOR {5 5 /£ &
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W AR A I 1 9 A0 G 5 L 5 S R AN - 8] 7S T 5
b (EMT) WY & A5 R 40 i 42 10 40 fif 2 . PISK B
TS BYD R AT R A Y AR B 25 (R A,
Z2 b e 24 B BB 3 3 91 ) PISK MG & FE T U
PERT, I LTS5 % 30005 TR 412 B0 0 s 52 i ok 900
PI3K Y L5 5 B m A M 1, SHA 5 R L EH 2
JiE 41 % (ART) fiE 18 53 PI3K/AKt/NF-«B {5 5 i # i
S T AR

Tt PR g A O W 40 B R PISK A i ) b R ) &
PRy 38 3k B 5 VA VI T g AT R A Y L il
3 41 L PI3K A R WF 58 #4  . KANEDA 457 6 ilf R
S A S AR R TR o e R N BRI R SR 5
2H 2B A A O B L R e G £, R B O 4
U 55 L 20 P B A PI3K 39 I 8 i, OF HL
FERVWLEE A B, PI3K 6 DA il B3 R g i 3 e g i BRL iy
SRR WA i £ 2 S A2 S S
JLE 4 PISK b s 2 Mg & AF R i 1 2 B0

AR S 3 B SGC7901 1 i 40 i A1 THP-1 Y5
Ik 210 e e 1 37 it 1 98 A OC E W 41 I AR Y, 50 0F PI3K
e B 9 EOE A M 1 ek e B o TR RE A R SR AR T L O
KB AR PR T B0AY 40 i R R AN i L
FR I, R TG A PR 15 M B v A0 i X S R A0 e A
i N R (S IR O T Al B 2t B R B 5 A N N 1
FERIMAARNEE AT LA (8 B0 20 g ) M1 R B g
I 0 S A= AR, I AT R M2 R A 5 AR R AR
FH, FHEI0 AR P B I3 2 PI3K I s el B 98 A G 5 g
g1 T = N 1 e VI L ) L ]
M1 7%,

F 5 A4 B B A 2 — > 52 B A% R A 0 O
Hh 22 Bl ik DRARR AT BB 4 RN 4 SR L I S TR AR
PR 2 i — N R A 3 IR s R TR A i R R
AN T 2 g 0 5 DR sl A P B R GA TR . FEAS
A 0915 5 52 A b, PISK AH 56 (1 40 I 3 it A 1R
fifg , BE V17 M1 s M2 [ I 40 i %) 35 AL 72 7, PI3K &
AR R 5 S AN A% i MR M2 B 20 Y A% O
A S 6 3 S RS 0 3 % TP PISK A B iR 1k PI3K 63k 7K
SR AR AL, DUt — A5 A R P R T AR 0 A
JH 1) ML TR I 00 i & A W A D2 ) M2 AR I 4
JH 0 B A A 0 23 7 BILR . S 56 45 2R 87 B A
JL N PI3K Wi IR Ak /K -8 /b, $ 7 LR N s 1T A Al RE
L 00 ] PI3K W R Ak , #E 1T £ 1 M1 AL L 05 4 L 1)
WAk, 3 Ja 3 — RGBT R O . X — KBRS
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