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WE: B MREXFZSTEHE Hela mieF B A KB F 2R (EGFR)AA 69, T HXFRMNBGH
FAE . FiE R CCK-8 :A4m 35 2 & Hela 20 f038 75 69 4784, real-time PCR % 4= Western blot ¥4
M 7 Z~F AF Hela 2886 EGFR &k 69 m ., R K5 F T EKRINI7H Hela fe e 3858, F+3F EGFR 89 & XA
REQIEER, ZAERMME, Hit H B F T2 EGFR @284 18 # /% Hela 4000935 74,
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Effect of Baicalein on Human Cervix Cancer Hela Cells Epidermal Growth Factor Receptor Expression
Z0U Ying'?, CHI Honggang', LI Tao’, YANG Min*(1. Department of Traditional Chinese Medicine of Guangdong
Medical College, Dongguan 523808 Guangdong, China; 2. China—America Cancer Research Institute of Guangdong
Medical College, Dongguan 523808 Guangdong, China; 3. Department of Chemotherapy of Gaozhou People's
Hospital, Gaozhou 525200 Guangdong, China; 4. Department of Gynaecology of the Third Affiliated Hospital,
Guangzhou University of Chinese Medicine, Guangzhou 510360 Guangdong, China)

Abstract: Objective To investigate the effect of baicalein on the expression of human cervix cancer Hela cells
epidermal growth factor receptor (EGFR), thus to explore its anti—-tumor molecular mechanism. Methods Anti—
proliferative effects of baicalein on the proliferation of human cervix cancer Hela cells were assessed by using CCK-8
assay. The effects of baicalein on the regulation of EGCG mRNA and protein expression were examined by using
real-time PCR and Western blotting analysis. Results The results of CCK-8 assay indicated that baicalein markedly
decreased the viability of Hela cells compared to control groups. Furthermore, the levels of EGCG mRNA and protein
expression were suppressed significantly by baicalein treatment in dose—dependent manner. Conclusion These findings
demonstrate that the ability of baicalein in inhibiting the proliferation of human cervix cancer Hela cells may be
associated with EGFR pathway.
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T2 (baicalein ) & 85 A WP 2 5 f o 1) B 25 4k
Wz —, WFEBRN S, 6, T- ZFHLTE, 2458
W IE L S R RABLEER, B2 A
WA BB VE T, RERS AN G . FLARYE . DR
I RN B S0 A5 2 R AN i AR K, B AT
U RCR . R AEKEFZIR(EGFR) & H A A
PR R B S YR Z D e s M B 11, AE 2RI R
R ERE, AR ARk b
BIVE T . WFFE R BRI EGFR J&, Mg it A= K o
Z RN AN, A EGFR AHE 3697 2 41E TR IE,
[, A 22 HIESE EGFR 75 2 20 IR 98 11 & 2E 1k 78
R A EEMER, WS REA AT
HUE AN R AR, (RICALE R 58 A B . ARIFSE
BEFIT A 2R A X EGFR R 45 L4 1) i
YHARAIGTE, A EA RPN I LT AR

1 Rt F*

1.1 iAH iU ds  RPMI-1640 B335 55 . Bad- Mg, 2
]l Gibco A F]; T E HEANN(Hela 4iif1), RBE I
WEEALANAFSE T ; 98 %A%, & Sigma A A,
5 . 465119; EGFR, £ CST A A, 5.
3197s; B —actin AT REPLR, 2£E Santa Cruz 2
A, 5 sc-8432; 4 RNA fiiHI &, Jbat KRR
HEBH A RA R, b5 DP421; PCR A&,
K% Takara 2 ], L5 : RR420A; 7500 SCH & &
PCR 1%, 3£ Applied Biosystems 23] ; Odyssey ¥T41
A W 6 1R R 4, 3 E LI-COR 2\ # ;
NUAIR-NU- 5510E 4ififud55746, 3&E Nuaire A ],

1.2 4MEEE3R 75 ik %1 RPMI 1640 55550 (& 10 %
JEA LI, 100 U-mL! HF 8 &R, 100 mg-mL" 55
%), BT 37 °C. 5% CO, HiF AR5,

1.3 Z59Rcl FH DMSO &g s 5 %, Ll g 50,

100, 200 mmol -L™ By 5, &M kN 25, 50,

100, 200 wmol - L7 X HRALINASER ) DMSO, 441
oA K IS 20 40 %~50 %It BN A 259 k47
i,

1.4 Hela MRS E  BOSHEAE KA Hela 411,
TEEANECH 5 x 10* mL™, #E4L 200 pL 70T 96
b, Kigs 24 hJa, WRIESRM, % 1.3 BRIt
BB i e 25, A E 4 ADFIrfl. ¥R
24, 48, 72 h J5, BALAHIINA CCK-8 7] 10 pL,
37 CH¥E 1 h, ZUBERFIRLT 450 nm KA &

1.5 Real-time PCR Ll EGFR mRNA #ik K
BN Hela 4100, JA#AMEECH 5% 10* mL,
FHAS[RIHe B B i 5 R Ab T 48 h 5, 20 RNA, ##%
REG G SRR UL R E G o DNA 55 —8%, 1L
cDNA M Az, Fl 7500 32 B & & PCR X 3k 17
Real-time PCR ¥ . S|#/F 40T : EGFR, Lif
51#H 5 ~GGCCGACAGCTATGAGATGGA-3", TFiif
1% N 5’ ~ACCGGCAGGATGTGGAGATC-3", ¥ 14
F B K JE N 186 bp; B -actin, LFUF5I ¥R 5
~CCCATCTATGAGGGTTACGC-3", F sl N 5
~TTTAATGT CACGCACGATTTC-3", ¥ 34} Bt K JiF
M 150 bp.

1.6 Western blot £l EGFR &K ' £k KF
AR R BE A A AN PR 48 h e, RIS,
BCA B 5E B (U i, SDS-PAGE BEEHLIK G &
PVDF JEE |, FHE 5 %BAs4- 951 TBST £ 1 h J5
JIA EGFR —3iH1 B —actin, 4 CHFF 1%, TBST ¥
3 Yk, AR 10 min, MIAZERRCH 90, 4 CHF
A 1 h, TBST ¥ 3K, HIK 10 min, Odyssey JT4l
IO AR R B 81%, Quantity one FRAFE
AT 25 KB 43T

L7 SilERe PR Ji ik R SPSS17.0 #ft, &A%k
it DAE = Wi 25 (v £5) R0, SRR Jy 22504
% (one-way ANOVA)#A T MBI HLEE, P < 0.05 %R
B EE L.

2 R

2.1 WA FE A Hela dIMSHIAMRIEN 2558 00L&
1o Bl B U A B AT [R]A9 AE K, Hela 41 i
(R IE B MR AIR, BEAF 2R XF Hela 40 I ) 344 B 410 1
A FH 5 v B AR RN B ) AR G 32, B9 X AL P e 22
FHA G E (P < 0.05),

150+
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HABH R [ 9%
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W /umol - L

TE: SRS, TP <0.05,

B 1 #EEZEN Hela AREAILEINHER (n=4)

Figure 1 Baicalein inhibited the proliferation in Hela cells
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Figure 2 Expression of EGFR mRNA in Hela cells treated with

baicalein

2.3 % &%) Hela 41l EGFR & 114835 K F 1455 )
R ILIE 3, WA KREA AN E Hela 48 EGFR
EARRE, ME RS RIREIGEIN, Hela Zifirh
EGFR  FRIBACTE-ZWEAL, S EEHE, 5X

HRZH LA 22 e A it # B (P < 0.05),
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Figure 3 Expression of EGFR protein in Hela cells treated with

baicalein

33t

T SR BRI LB R AR T LR
{14 F5 UL RS IR R AL AR RO A T Y
AR . K BB FEIE S 2 R IR 25 W) HA T
AT AERT, BRI/ SRS &1

B RAEA BN Hela 40 AGHEFES, H A0 6] e
2 e 344 5 P ELAAR L v o 58 4 BH A

EGFR 2—FiES 4R R 2k, RHATA
PR DA e 1 D9 BE T c—erbB—1 923X %, e
HRIX L BRI ML X 3 BB . AR Y
AR FAEXT T A G hE . oAb B AR
EGF 5 HEAZE S R K, Al PISK/Akt
MAPK . JAK/STAT %8 5403458 . 434k % VIAH SC 1Y
FELE B0, ITAEIFSE R B, EGFR 575 i 1Y
KA RE. PR KIRITEVIME, EGFR 2514
HEE S0 0 & A SRR, IR VE R IR RS i —
FabR, BN EMRIRIT IS, BRTE&f —2
EEXFTF EGFR A 258 it i 17 JH T s PR I8 (X987
BRI, DL EGFR M fi36 97 5 20U 245 1) i JE Atk A
IRWFSE 28532 K1 o

AHHFE LA Hela AN BFZERT S, 500 88 5 Z Xt
Hela 21 B0/ FH S LML, 255500, ARV EE Y
WA ZE A HIVER Hela 400 24, 48, 72 h )5, ¥aL
il Hela 20 A AY3G5E ,  FLIEE I R) A9 2E - Rk BE 1Y
Hahn, A AR AR R e, S B ) R
WM S 25, VLI B2 R X Hela 410 HAT &4 09 10
TIVER . A T DR B R, FRAT
MEE R AR TS K BE SR T 3% X EGFR %A
VR, SRR B2 i 15 2 AR Hela 2 48 h
J&, EGFR i) mRNA I FACEIRRAL, SXTIRA
BWESAEREFEEL, HEMEKBCR, RES
FXT Hela 21 i ) 38 5 100 11/ FH T BB 5 984 EGFR 11
FkA K,
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INHASIH YT LPS 5559 RAW264.7 ElEZRAE NO 1 TNF- o B8N
FOF, F OB, BEN, X BERTARYGERARERE, )R M 510006)

HBE. B RARI L m R v i e b K3 R R R A 2 R 5T K AR — BAL R(NO) A= i 555
WHEF - (TNF-a )89 %h, Fik KA %4 (LPS) %% RAW264.7 Evdnlie, 3 AR KomaEA . KA
e 5 (MTT) Ao ) s eh A vk K AR ) B H R B EIRER AL Af RAW264.7 B v 4m JiL 69 A 5 Griess ik 40 3% 7
P NO A% KRBT 95 X 36 (ELISA ) A M3 i P TNF-a #9488, 53R LPS 4l RAW264.7 E 74 %8
JiJG , BEFiR P NO A TNF-a 48 2 Z (P < 0.01); ArHEet KR4 A2 R F B2 NO A TNF- o
A TR AEGIPEAER, EPRREDG . T AKREAST NO 6395 £ 55 H 17.0 %, 30.0 %,
33.0 %; TERTESIAL P . ARIRE LA NO #9476 R 551 A 40.0 % . 27.0 %; KABIR AR ELL5T NO 89 3745
£y 37.0 %; KRB PR A A LR TEGIAL Z ik AT TNF- o #9374 F 55 4 58.0 %, 43.5 %, 5 LPS
i, ZFHARITFENL(P<001), % Drrigrt Tk 3 %) NO o TNF-a Bk m 2 E 4 KA
A, HoP LBk LB, RARIR G D rH et i R4 K E RS

KA D taset; A5 S8 RAW264.7 EvEfmie; — AR MWBFREREF -«
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Effects of Water Extract of Ficus microcarpa Leaves and Polar Solvent Extract of Different Parts on
Expression of NO and TNF-«a in Pritoneal Macrophages RAW264.7 Induced by LPS

HUANG Yang, LI Kang, SHAO Huikai, LIU Shengquan(School of Pharmacy, Guangdong Pharmaceutical University,
Guangzhou, 510006, Guangdong China)

Abstract: Objective To evaluate the effects of water extract of Ficus microcarpa leaves and the polar solvent extract
of different parts on the release of inflammatory mediators of nitric oxide (NO) and tumor necrosis factor alpha
(TNF-a) by using in —vitro inflammatory model. Methods Lipopolysaccharide (LPS) was used to stimulate the
RAW264.7 macrophage line for the establishment of inflammatory model. MTT assay was performed to determine the
toxic effects of water extract of Ficus microcarpa leaves and the polar solvent extract of different parts on the viability of
RAW264.7. Griess reaction was used for assaying the concentration of NO, and ELISA was performed to measure the
expression of TNF-—a in the cultured solution. Results NO and TNF-« contents in the cultured solution of
macrophages were significantly increased after the stimulation of LPS(P < 0.01). Water extract of Ficus microcarpa leaves
and the polar solvent extract of different parts could remarkable ameliorate the inflammation factors release at various
degrees. The inhibition of NO was 17.0 %, 30.0 %, 33.0 % in the high—, middle- and low—concentration water
extract groups, respectively. The inhibition of NO was 40.0 % , 27.0 % in the middle— and low—concentration
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