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TEE:(BHI] SRk st M5 AT 98 30 78 B F o (TNF-o) — 4 4 3 B - kappaB( NF-kB) A5 53 #8642 4m B & & 8] Jf 44K
(EMT) #9%ve, 3R3F 39 Bk s B 5 2m e 2 K Ao 5545 69 30 50 VR ) BRI [ J73R] ) & dn ik b2 d i, alad vy K48 Rk 2
(MTT) =3, 42 % 5 Bo o it 4% 52 B MUAS 3P AR T M B 20 I ASA9 38 8 | 42 A T A5 4k A 09870 . VA TNF—a 55 AS549 ta fe i 52
I EMT AR, SRR 3R 8 & R &8st BN (PCR) SR MR Ip il 4k a2 I EMT #9387, R & & %72 ¥ i (Western Blot) i 3L
B AR AT AS49 4 B T EMT A7 & 9 % & & ik K B NF-kB p65 BB ALK -85 % vhr, SRR 38 62 Bk 4 A B 52 36 WL 849 ik
3t NF-kB & 3 F &R e em . 5 Lewis MBS AE D ZARR, HRBARE, WEMIEHS T, KA LEALLT R
M) G L LB BR AL NF-kB p65 89 & 3K R, 582 & PCR kA2 73 40 22 B 40 I bk & 98 —xL (Bel-xL) . %8 J2 8 HA%& & D1
(CyclinD1) 8 mRNA &k K- (S5 R] (1) 3k 825 s 7 s 4 IR AS49 sa ety 3G g, 124 TBHA; )Mtk a2 h
REAS LA B a0 i AT &4 E-4545% 8 (E—cadherin) 89 & A KT, T R]R 20 Jo A7 & 4 % & & (Vimentin ) 49 F A K-F, 47
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Abstract: Objective To observe the effects of Yifei Yin on tumor necrosis factor a(TNF—a ) —nuclear transcription
factor— kappaB (NF-kB) signaling pathway and epithelial mesenchymal transition (EMT) in lung cancer cells,
and to explore the inhibitory effect of Yifei Yin on growth and metastasis of lung cancer cells and its mechanism.
Methods The Yifei Yin drug— containing serum was prepared, and the effect of Yifei Yin on the proliferation,
invasion and migration of lung cancer A549 cells was detected by methyl thiazolyl tetrazolium (MTT) assay,
invasion assay and migration assay, respectively. A549 cells were induced by TNF- a into EMT model.
Fluorescence quantitative polymerase chain reaction (PCR) was used to observe the effect of Yifei Yin on cellular
EMT, Western blotting assay was used to observe the effect of Yifei Yin on the expression levels of EMT marker
proteins and phosphorylation level of NF—kB p65 in A549 cells, and the luciferase reporter assay was used to
observe the effect of Yifei Yin on the activity of NF—«kB promoter. The Lewis lung cancer tumor transplantation
mouse model was established, and the tumor mass was measured, the lung metastasis was observed, the

expression level of phosphorylated NF-kB p65 in tumor tissue was detected by immunohistochemistry, and the
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mRNA expression levels of B—cell lymphoma—xL (Bel-xL) and cyclin D1 (CyclinD1) in tumor tissue were
detected by fluorescence quantitative PCR. Results (1) Yifei Yin serum inhibited the proliferation, invasion and
migration of lung cancer A549 cells; (2) Yifei Yin— containing serum up— regulated the expression level of
epithelial marker E— cadherin, down-regulated the expression level of mesenchymal marker Vimentin, and
inhibited the phosphorylation level of NF—kB p65 and the activity of NF—kB promoter. (3) In vivo experimental
results showed that the tumor body mass and lung metastasis rate, phosphorylation level of NF=kB p65 in tumor
tissue, and mRNA expression levels of target gene Bel-xL and CyclinD1 in high—dose Yifei Yin group were
significantly lower than those in the model group, and the inhibition effect of Yifei Yin combined with cisplatin was

the best. Conclusion Yifei Yin plays a role in inhibiting the proliferation and metastasis of lung cancer cells by

intervening TNF-a—NF-kB signaling pathway thus regulating EMT.

Keywords: Yifei Yin; lung cancer; TNF-a— NF-«kB signaling pathway; epithelial mesenchymal transition

(EMT); A549 cells; mice
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A EE e, O &L RIS Z MR,
B R T B SR T O R N, 2
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1 #MH5E 7%

L1 RXFEMNE E-E558 H (E-cadherin) H.5¢
[ Pt & ( 32 E BD Biosciences 23 ) ) 5 #JE 8 H
(Vimentin ) H 57, [ 7 1K ( 32 [E Thermo Scientific 23

A ); BRI NF-kB p65 (p—NF-kB p65) .78 BBt
A& (ZE[E Santa Cruz 2y 7] ) ; TNF-a (3E[E Pepro Tech
o) s BRI (SEE Gemini 23 W] ) 5 A0 3R 5
(£ Hyclone A #) ) ; —H XA (DMSO) . Py H
FEAH EMEER (MTT) (F2 1] Sigma A ] ) 5 AU E R
K357 &5 (32 [ Promega 23 ) ) 5 2 —4%% cDNA &
R & Y] (Fii+ Roche A ] ) o i3x 23]
REMEFR Y (32 [E Molecular Devices A H] ) ; 25 F HLIK
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5 (FEE Leica A F) ) o

1.2 BYREE WKREE, £ Z4.
NH | EPIEER . T B EH R, HAp2ih
B B AT AR 2R R A B A T BRI R 2
B, KRR, W HIMAZE 105255 1K,
Y2 WAL, WAE. BIF2WRIEM, ARSI
6.5 g/mL 2T, 534 K Ja IR AFE T 4 COKFE &
Fi . N4 (DDP) (0.02 g/, Fh 576 il 2545 BR 2> )
A7, S 1TWA2A1604021B) .,

1.3 {K5MAR

1.3.1 kB E3EA ANEAiE AS49 14 H
[ B 2 e L T A A B A 5 ) 20 i B R
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BT 37 CHEIR . AR E5% CO,. HANE B 57
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SRBENL A R R s e, ARG 2 R4 X R
WA, HHA 102, MRE. B ARFE
iR NN 7 R 2T B s 3= N DN =
IR (I R v 46 37 79 1.135 mlL 4351 o
K30 6. 12 mL)BEH AT, BHEXT IR 4H 4% iR
3 mL/200 g iR BTt 25 70 H AR K, B H 21K,
HEE3d, HIREERGZ 20 G, HIRGZ ., R
W25 1 h 5 BRI ST 109K & ERERREY, 18 T30
WKRIM, T2EEE 3 h, L2500 v/min (R
168 mm) . 4 CES.0>25 min, W W, KI5 AL
1.3.3 MTT x4 M A549 #m fl 69 38 74t oL 1
b WCHE Kb T X B KA ) AS49 AR, IR
FER 1 x 10°/mL, HF T 96 fLEE FE M, B AL
100 wLo 55524 h 550 A 5% . 10%F1 20% 1)
PORRAR . w2 s RS T,
BANEIL, MR FE 24, 48, T2 h F WG 5%
W, JMAS mg/mL MTTIHEW, HFL10 ul, BFFE4 h,
35 by, BALINA DMSO 75 WL E R, S
FRALT 490 nm P < Ab I 5 0O A . A E L
B BRI MTT. DMSO; XfRRFLIE . 0.
A TR W B2 25 W R . KR SR . MTT.
DMSO. ZHAEAMHIZE (%) = (1 - SEERZH MO RE (/X
MR FE(H) % 100%.

1.3.4 TNF-a#FFAS49 e EMT#A e 5
A549 4 452 5 x 100 4~ /FLEE R T 6 fLAR, 1537
24 h, i 10 ng/mL ¥ B (1) TNF-o Kb 40 L 7
WEL A MDA A AR AL, 38 A DU 240 L EMT b i
PIMIRIG I, I 2 5 B ST 0 EMT R
1.3.5 R H&Z=EPCR E4& N g EMT 47 & 4
E-cadherin ## Vimentin % mRNA % i K F H
10 ng/mL ¥ B A9 TNF—-o K BRI 7 d 5 A6z 0 i rh
E—cadherin A1 Vimentin B4 mRNA ik /K, HE=Z
BRI TN EMT B, 5546, T WS fili
PR AHHE EMT FA4E T, 7E 10 ng/mL V& FE 1) TNF-a
IS dJF, 43N 5%23 1L T 5% it
FIHE 25 ML 48 h, PCREZETE . B JoReE
NCBIHE KB B A5 3 mRNA JF510{5 B it5]
Yy, 51950 0L 1, W TRIzol ¥ #2 B 41 fif 2
RNA, #Ef7/#%5% . #6475 PCR I, 4738 4514
95 °C 10 min WA, 95°C 10s, 60°C 10s, 72 C
10s, 45MEH . 455853017 ACt= Ctussen—Cloaron

R1 WHREEPCRIEERHSIWFTI
Table 1 Amplified gene primer sequence of
fluorescence quantitative PCR

HHAF 5149751 PHKEE (bp)
GAPDH  Fii:5 -GAAGGTGAAGGTCGGAGTCA-3 176
Fii: 5’ -TCACGCTGCCATGGAATTTG-3’

E-cadherin  Fii#:5’~TCACATCCTACACTGCCCAG-3’ 229
T:5’ -AGTGTCCCTGTTCCAGTAGC-3
Vimentin -~ Fiif:5"~GAGTCCACTGAGTACCGGAG-3 192
Fi:5’ ~ACGAGCCATTTCCTCCTTCA-3
Bel-xL  Fiif:5 -GACCGCGTATCAGAGCTTIG-3’ 249
;5" -GCTGCATTGTTCCCGTAGAG-3’

Cyclin D1 TFH:5 ~GCATGTTCGTGGCCTCTAAG-3 214

N5’ -GTCTGCTTGTTCTCATCCGC-3

AACE=ACH jyzs—ACt g, 27N 254 H 1 HE R
IBARRS 0k BREHL A AR A A

1.3.6 && %Iz (Western Blot) #5420 E—cadherin.,
Vimentin, p—NF-kB p65 #9 % & £ ik K+ H
10 ng/mL ¥ JE Y TNF—o Kb FRANL 7 d 5 4G 0 41 e
E-cadherin 1 Vimentin )8 A KF, HE EF
BRI G A0 EMT B RY Sy 7 W54 it ok 6t 20
Jitl EMT 1 NF-kB p65 BERRALIIVEH, 15 # TNF-a+
25 [ I3 20 R TNF- o+ 300 il AR & 25 v 4, 7
10 ng/mL ¥R & B TNF-o fill 34 S dJ5, 43 A 5%
25 1 ML 37 FH 5% 190 i A v 790 2 2 I3 40
48 h, Western Blot S99 A0 9% . IR 111 24 i i b 21
WeEE R AnAE, B0 JR IR, SR Bradford 54T
HHER . IS T+ O N - R N
WEEHE S LUK (SDS-PAGE ) 4r B9 B 11, R 2
H i L £ A (PVDF) I, 525 50 ofL B IG5 4 4
M, —Pi4 CIELR, KH_HEE 1 h, By
KOG(ECL) AAFE R, Ffm N H] Image) 2KAF 73 H7
HLVK S R BE(E, DL Actin NS, THEAAUIE
BRI SNy

1.3.7  REF RS A B AN NF-«B A5 5
g e 293T AN (W A B2 EEEfr
FReE b B A B ot i rbocs , RN LIS ] T A e s
55) P 1.2x 10N LA R BE B FP T 24 fLAk . FR4f g
A K3 50% 5 BEmS, BEFLANAELL 100 ng NF-«B
JE A BRI R (S = H AT, R
NF-kB response element 53 % % pGL3—Basic /A F4)
ST A ) FT 10 ng 3 ¥ 4O6 Z W TORL pRL-TK (1 [
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[ Promega 24 Al ) IR G BURHE T B L . 24 h 5
FH 10 ng/mL ¥ B 1 TNF-ao . TNF-o+5% 30 il IR 75
Y I . TNF-a+5%%5 [ ILE 43990 6 240 3k 1 7+
i, 48 h /5 LAALHWE 100 pL/ALZ R An i, i XL
¢ ' 2R TS I 7] 8 6T 45 2L 400 b 114) 2 Y 28 Tl
AT o

1.3.8 Transwell ;EVLE T JE a0 J0 13 2 4 51 )i
17228 52 55 7F H Matrigel 14 8 i Transwell 2% & 1 i3
1o B4 LR, BEREFLINA 500 L 35558 (&
EGF, SEHA SR & 25103, X BRZH & 25 FH i
W), B A Transwell, 7ENZE AL TNF-o 155531
A549 41 1 (150 pL & 0.5% ML %G s 35 3L, & T
37 CHiFRM . 24 hJFHUL, AR LSRN
FEB— T2 A, T Transwell B T HEEd, =
IR E 15 min, 25 500465 20 min, WEEEEFLAN
MOIEE TR T

1.3.9 XREBRIEIEm TS A STHIC
AR 6 FLARES T AR I T MRS AL, AT
RN 6 fLMk, Trati IRt Fetis, ek
TE SR SRR H 3 Ar M R, R AT RE AR R RIR 1Y
T2, PERRVRE A AR R, FRE
Ko SLERMASIGIR S 250003 , X R A %S
FIMLTS , 3759548 h G FERIAME

1.4 KRR

.41 DEMBHBHEBERGEST 60 HIfEME
SPF %% C57BL/6) /NRL, IAIFHE 18 ~22g, WA [
Wy TE R EMRHLARA R, S iEs
FUES . SCXK(I)2013-0018. /)~ EUliias 41 fifd LL/2
W [ i E A2 e b2 A Rl 2R W 5 e A0 i R v
L, PUA R 80 10% it 2F 107 ) DMEM 5 7%
W, BT 37 ClHi . KRG8 5% CO,. MR
Brgefa s g% o UL b2k K 09 B4 /0 U 9 44
MILL2, JHEEANAE B2 1 x 107 /mL, F 43
/NGB, B R/NRES 0.2 mL, #
ST RS AR R AR

1.4.2 BARAERAMIEASE L BTk AR
H/INERBEAIL ST A 6 40, BIBERIZE | EAZE . $IAH R
A AR 2 R PR ek v . L AR,
10 Ho WHIFIRE 2, ARG G R 25750
P AN BRI 257 i, s . . IR
F 43 A S F N SRR 1 20, 10, SR 4
2 HATTRE BRRA (EREK, 0.5 ml/ )
ML 20 (3 merkg) U0l AR B A G4 20 (4 i ik

10 g/kg + %A 3 mg/kg) . AMAHER R4 (20 g/kg)
0 0 K ) 2 (10 o/kg) T AR A ) 4
(5 ghkg) o MEMETESEN, FBH 1Y, Fadk; H
RUEF Y], BH 1R, & HIC R X —RE
Mo RIKAZ)E 24 hWAbBE/NRL, SO, FRIK
B, THEIER, MR (%)= (B - S48 5
T — IR T A Y R ) /A A AL 7 2498 5 e <
100% o Bl B i 20 R ik A 7 [l e, BBGHR 40 Iifred 44
ZURILRNA, IR AR E - (HE) Y 8 f5 X4 fili 58
R

1. 4.3 &40 R AL 5 ik ) 8 41 4% p— NF-«B
p65 #y A&k RN TR LU 10% 46 /R H
MIEW R E 12 h 5, T E AR E MY R i
& KMk, PUEEPUR, 3%id Ak E0E P T
i AR, B, —$0p-NF-kB p65(1: 100 % )
37 CWFH, HRPHRICH —PiIFHE, DABR M, I3
KRREY, Bk, EWHME R, Bk,

1.4.4 HRAEZEZEPCREKXMNBHULBEILHKE
% —xL (Bel-xL) #= 2 2. B 41 %& & D1 (CyclinD1)
mRNA FkRF BRI | I D+
i = N 111 =1 == o P O 8 (S P S
“1.3.57 I,

1.5 it AE RIISPSS 23.0 48 H 4k kA 8
SHT, THEGERIARL + bRt (v £ 5) R, 24
EHCR LR A8, PIM LR F ek i, LA
P<0.05 W2 mAgT = L

2 43R

2.1 #PRHIR & 25 M iF XT Bl 8 AS49 4H B 18 5E A9
F0 MTT RN . 5%F1 1093k B2 1 H it
R 7 25 L3 AL A B R AE 24 48 h R
s fEHZY 24, 48 him, AU AR 5%k E
BT AU R e . BRGE IR 2, A
5% 15 ) 30 i A 5 24 1ML T Ak B 48 h 31 4 k2R A
FE, WEN G 2250 25 1035 i 25390

2.2 HhfEMHAE EMT AR BRI AS49 4l H
TNF-o HELEH 7 d JEIE A KA A AR L, 4
i ph 1A SR A RS AR S A IR AS o WAR A, i
F Western Blot 1 &3 TNF-o 1555 )5 F it 50 1
NF-kB p65 I BEIR 1L /K V1558, TNF-a-NF-kB {5
AL . FARZE R 1, SN POk
7 5 PCR Il Western Blot 3461 41 s EMT #5297 )
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Table 2 Effect of Yifei Yin—containing serum on proliferation of A549 cells (x+s)

. - 24 h 48 h 72 h
Al RO —emm miR(e | UOUER R R W)
BHE X e 5 0.51 +0.02 0 0.65 +0.03 0 0.77 = 0.03 0
PR AR 1 41 5 0.47 +0.01" 7.01 0.64 +0.03 2.82 0.75 + 0.03 1.63
IR b 2 5 0.45 +0.02? 11.80 0.61 +0.04 6.19 0.75 +0.01 2.29
IR e ) 2 5 0.44 +0.02? 12.84 0.46 = 0.02% 30.23 0.73 +0.03 4.87
B X el 10 0.50 + 0.02 0 0.68 = 0.01 0 0.79 + 0.10 0
AR 1t 2 10 0.49 + 0.01 1.97 0.68 + 0.04 0.84 0.74 + 0.05 6.20
LR ) e 2 10 0.47 +0.01 5.75 0.68 + 0.05 1.17 0.74 + 0.10 5.92
I LA e 79 e 2 10 0.48 + 0.04 3.33 0.64 + 0.03 6.26 0.74 + 0.04 5.41
AT ] 20 0.43 +0.01 0 0.58 +0.10 0 0.92 +0.02 0
PR RAR ) et 2 20 0.43 + 0.06 1.15 0.57 =0.11 0.73 0.86 +0.12 6.12
B0 G R e 20 0.42 +0.05 3.00 0.53 +0.08 7.99 0.85 + 0.09 7.78
AT LK e 75 e A1 20 0.42 +0.06 3.00 0.54 +0.12 5.92 0.83 + 0.06 9.20

DP<0.05, @P<0.01, SR L

FikKF, K ITNF-o i35 | M 36 50 45 ik
E-cadherin mRNA FIEE [ 28K 8RR, [A]
FERIFREY) Vimentin mRNA A8 [ 2335 7K B 8 7+
o ERGEIREWE 3. B, RIELRINAES T
A EMT RS

2.3 AR E TNF-« 35 5 B9 AS49 48 fll NF-«B
SSEEEMENEN  Ed OO R R K
NS5z 36 L ZE A il AR X NF— kB {5 538 4% 1% 1 1 5%
M, Z5 SRR, TNF-o AE4R 55 AS49 41 jid NF-«B
pOS TH P, MATAIPIEIR S 251075 5, NF-kB p65
AT IEPE BARFIEW MG, ZR A5 E
X(P<0.01), BARGRWFR4, 5K, Ml
R TNF—o0 1755 1) it 200 L NF—B {5530 06 £k
AR IR

2.4 HPBHIRXE TNF-« 35 5 B9 BiifiE AS49 4HA8 EMT
FREY R NF-«B p6s BEER (L RiIZKFERIZM 1

* 3 TNF-o St A549 4HHE EMT #REH mRNA
FILIKFHIF N
Table 3 Effect of TNF—a induction on mRNA
expression levels of EMT markers in lung
cancer A549 cells (x+s)

Kbl E-cadherin mRNA (%)  Vimentin mRNA (fold change)

Xif i 100.00 1.00
TNF-a 4 33.39 + 1.427 1.62 +0.03"

OP<0.01, XTI g

AS549 2 it EMT RS 7 () L hih B, AR 5 24
MG HEAT T, SR 20 7 PCR VA WL it 2k
B 25 1L T 2 75 FE 1% I 725 NF—-«B p65 iR 1L A1 4 ity
EMT, 4559578, TNF—o+30 i 1K & 24 IfiL 35 41 4
NF-«B p65 i i ft 7K F 5 TNF- o+ 25 4 IfiL 15 41 [b
i, RN, BARGERILE 2. I EMT fridk
Wk, TNF—o+ il IR & 245 134 21 E-cadherin fY)

A XPHR4]  TNF-aZi B 12 C 0.8 - D.. 0.7-
pr— @ ' D g D
E—-cadhein W 35 D2 D 1 ig 0.7 1 ': 0.61
£ 08+ = 8'? g 031
Vimentin © e 57 kDa <\E’ 0.6 ;g 0.4 :\2 0.4+
g Z 03 2 034
p—NF-«kB p65 Sm— 65 kDa é 041 é 02 °|§ 0.2
i 0.2 £ 0.1 E 0.1
Actin E 43 kDa 0+ . 5 o
XHHRZH TNF-a 4 YR TNF-a 2 XHHRL]  TNF-a 4l
A BV S B~ D. E—cadhein, Vimentin, p-NF-kB p65 fixf %Kik, OP<0.01, S5XF R4 &K

B1 TNF-«ifS3f A549 ZHRE EMT #r A4 B & NF-«B p65 HIBEER K 31K K F 220
Figure 1 Effect of TNF—a induction on levels of protein expression of EMT markers and phosphorylation of
NF-kB p65 in A549 cells
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F4  HIAHIRST TNF-oi S0 A549 4i A NF-«B {5 S & B
SERES: A
Table 4 Effect of Yifei Yin on activity of NF—«B signaling
pathway in TNF—a— induced A549 cells (x+s)

HIXRHEE (FL/RL) (i 2k i 9¢ e 2l

21 Firefly Luciferase/i§ ' 76 2 il
Renilla Luciferase)

X R 1.00

TNF-a 20 152.60 +23.13"

TNF-o+75 L35 2 11535 £23.39

TNF-o+HIP IR & 25 10037 21 41.37 + 14.49%
DOP<0.01, SXHALE; @P<0.01, 5 TNF-a+

25 [ MLTE 4 b

FEh K B B T TNF-o+ 25 PR 4 o AH I,
Vimentin [ mRNA 235 7K 76 TNF-a+25 L5 4
rh B B R T TNF— o+ 30 AR & 25 3 41 (P <

A A&’\.\%y B 0.4 7 D
2 - |
& 50
& & £ 02
R Q%{Q\‘ <3 0.251
@;’/5’ Q"%‘% = 0279
<§/ ({/ E 0.15
< < ER
i
— — b 0.05 4
E-cadhein 135 kDa =
‘.)5,/“;%' :)’g/“%
Vimentin -— 57 kDa ®®@ m@‘@
iz 2N
p-NF—B p65| ™ == | 65kDa < & g@'
SN

/
Acti 43 kD Q’O\
ctin a &$

0.01), BEARZERILE 5. R JH Western Blot 746
24N EMT AREW I R IR K, K2
5 mRNA 12—, HARZERIE 2, Bk
SRR R, Ml AT RE i AP TNF-a-NF-«B
{5 0 % 1 R A IR g L EMIT

R5  MMEHIRXT TNF-o 5 589 A549 4 A EMT #7540
MRNA %7K RIS 08
Table 5 Effect of Yifei Yin on the mRNA expression
levels of EMT markers in TNF—a— induced

A549 cells (xxs)
- E-cadherin mRNA  Vimentin
20 5
(fold change) mRNA (%)
TNF-o+75 L4 1.00 100
TNF-a+If & 251035 4H 2.25+0.10°  58.04 £ 0.57"
DOP<0.01, 5 TNF-a+25 I 2H
C D -
07 a 041
Z 06 3 0.35
ﬁc 0.5 E 0.3 @
k= 04 = 0.251
= ) 202
K= 0.3 2 0.15
= e U
3 0.2 X 01
E e
= 0.19 ~ 0.0
0- 2 04
% % % %
Y Y
CRNS A
/G‘X ){{\" g X X~
&N &N
/G' /0

A VKN B~ D. E—cadhein, Vimentin, p-NF-«B p65 fH*%fFiEH, DP<0.05, @P<0.01, 5 TNF-a+251

L7 20 HU

B2 HEHERIT AS49 ZHAE EMT #REM & B & NF-«B p65 HIBEER L 3% K T BI#00
Figure 2 Effects of Yifei Yin on the levels of protein expression of EMT markers and phosphorylation of
NF-kB p65 in A549 cells
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Table 6 Effects of Yifei Yin on invasion and migration
of TNF—a—induced A549 cells (x+5)
21 51 (RN (%) T (%)
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TNF-oHR S 204 8722 £1.34Y  36.31 +2.55%
DOP<0.01, 5TNF-o+25 FTIMIH54H s




4510 ) TE—WL, S AR AL AL TS 2215

a. TNF-a+25 [ LT 40 b. TNF—a+ 3R 7 24 15 21

a. TNF-ot 2 FLILSAL b, TNF-octHEK & 25 3541
B3 A5494HaRIZZESEL (A) (x100)F0
ERELLE(B) (x100) 45 R
Figure 3 Results of A549 cell invasion assay(A) (x100)
and migration assay(B) (x100)
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Figure 4 Variation trend of body mass in mice
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Table 7 Comparison of tumor mass, tumor—inhibiting
rate and metastasis rate in various groups of mice

bearing Lewis lung cancer xenografts (x£5)
a5 WA PR RER FRR

(H)  Fi(g) (%) (%)
FARIZH 9  2.64+0.74 — 77.8

AL 9 180x064" 3179 556
N1+ i i 2 9  1.65+0.68" 37.58 0

FI AR ) i 4 9  261+071 125 66.7
FIR R )i A 7 206037 2181 57.1

TR 3R 8  1.80+0.53" 31.71 50.0
DOP<0.01, SR
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Figure 5 Comparison of pathological manifestations of
mouse lung tissue in various groups (by HE staining
method, x100)
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Figure 6 Effect of Yifei Yin on the expression of
p—NF-«B p65 in tumor tissue (by
immunohistochemistry, x400)
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Table 8 Effect of Yifei Yin on mRNA expression of
Bcl—xL and CyclinD1 in tumor tissue (x+s)
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