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WE: BR WITEEH R (CLA) XE I C33A UG T rsgm AL . FiE B8 K E s
I C33A 4N BEHLSY N FAPERT BE4] S wmol + L™ GLA £H .10 pmol + L' GLA 4 20 wmol + L™" GLA £ 40 wmol - L'
GLA 21, B %] BEZH A AS i AT AT 259 T3, 5 pmol « L™ GLA 41 .10 pmol + L™" GLA 41,20 umol - L™" GLA 41,
40 pmol + L™" GLA 4 4HH4> BN A LM B 5,10 20 40 pmol + L™ GLA 47 T, 435 FH55: 24 48 .72 h i), R
FH 3,37 -[1-CREBEEL) -3,4-Puzime |- (4-FF U 2E-6-TF 2k ) ZRAE MR B 2 kil 5 4 40 B iy 38 i 300 1 385 F 4537 48 h
I, S P X 2 ARG I B 1 % BEZH 5 pumol + 17" GLA 26,10 pumol + L™' GLA £ .20 pmol + L™" GLA ZH 4 gl 7=,
Western blot 3246 FH P4 X3 HE 21 |5 wmol - L™' GLA 41 .10 mol - L' GLA 41 20 pmol - L™' GLA #4140t rh etk B ik
CL A0 AR -2 BRI AR DGR 31 (p-BAD) #1 10 S J A (B 2k 55K 07 48 1 R R BEIR G ( PTEN) 2R AT RiA =, 8% K
F: 24 48 72 h [if,5 wmol + L™" GLA £H .10 pmol + L™" GLA £H .20 pmol - L™ GLA 2H .40 wmol - L.™' GLA ZH 4 iy 54 %
044 3R 3 2 TR IR 2,10 wmol + L™ GLA £H .20 pumol - L' GLA 40 .40 pmol - L™" GLA 2 41l i S5 41 ] % g 3%
BT 5 wmol - L™" GLA 2H,20 wmol - L™" GLA 4 .40 pmol - L™ GLA ZH 4 a3 511 % B 3 = T 10 pumol - L™' GLA
20,40 wmol + L™" GLA 414l a7t 31 ) 28 i 225 T 20 pmol - L™ GLA 20 (P <0.05) , AN[RIVESE GLA 41403 48
72 h B RSB R L T T R 24 h i, 53R 72 h PRI AE I R e TR R 48 h (P <0.05) 5 pmol - L7
GLA 4 .10 wmol - L' GLA #1.20 pmol + L™" GLA ZH 4l ffd i 7= B 3 & T M X BR 2, 10 wmol + L™" GLA 41,
20 pmol + L™'GLA ZH 40 M P TR B # T 5 pmol - L™" GLA 41,20 wmol - L' GLA 20 41 Jf 94 1= % W % & T
10 wmol + L™" GLA #H(P <0.05) . 5 wmol - L' GLAZH .10 wmol + L™" GLA £ .20 wmol - L™" GLA ZH 40 ffirf p-BAD
AR XA BT PP X IR 41, PTEN 8 (A0 2605 5 8 3% 3 T B P X IR 41 (P < 0. 05) 510 pmol + L™' GLA
41,20 pmol + L™ GLA 441t Hh p-BAD 2 FIARX A Rt (K T 5 wmol - L™" GLA £, PTEN Z& [ Xt 234 1 i 5
F5 wmol + L™ GLA 41 (P <0.05) ;20 wmol + L™ GLA ZHZ0MH p-BAD 25 FAAHN Feik & BFL T 10 pmol - L™ GLA
44 ,PTEN #E (X858 B T 10 wmol - L™ GLA 4 (P <0.05), £i% GLA Wi i PTEN & 15 | FF 1%
p-BADIYERIR 30| C33A ZHMIH A , 2 HF C33A AR T, H 2 AR
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Effect and mechanism of Glaucocalyxin A on proliferation and apoptosis of cervical cancer C33A cells
ZHANG Hua,PAN Ying, HE Quanzhong

( Department of Obstetrics and Gynecology ,the Third Affiliated Hospital of Xinxiang Medical University , Xinxiang 453003 , Henan
Province ,China)

Abstract: Objective To investigate the effect of Glaucocalyxin A( GLA) on proliferation and apoptosis of cervical
cancer C33A cells and its mechanism. Methods The cervical cancer C33A cells in logarithmic growth phase were randomly
divided into negative control group,5 pmol + L™" GLA group, 10 wmol + L™" GLA group,20 wmol - L' GLA group and
40 wmol + L™" GLA group. The cells in the negative control group were treated without any drug;the cells in the 5 pmol « L.7"
GLA group,10 pumol - L™" GLA group,20 wmol + L™" GLA group and 40 pmol + L™" GLA group were treated with the final
concentration of 5,10,20,40 pmol - L' GLA,respectively. At 24,48 72 h of culture, the inhibitory rate of cell proliferation in
the 5 groups were detected by Sodium3,3’- [ 1-( phenylamino ) carbonyl-3 ,4-tetrazolium-bis ( 4-methoxy-6-nitro) ] benzenesul-
fonic acid assay; at 48 h of culture, the apoptosis rate of cells in the negative control group,5 wmol + L™" GLA group,
10 wmol + L™" GLA group and 20 pmol - L' GLA group were detected by flow cytometry ;the expressions of phosphorylated
Bel-x1/Bel-2 associated death promoter (p-BAD) and phosphatase and tensin ho-molog deleted from chromosome 10( PTEN)
in cells in the negative control group,5 wmol + L™" GLA group, 10 pwmol - L™" GLA group and 20 wmol + L™" GLA group were
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detected by Western blot. Results At 24,48 ,72 h of culture, the inhibitory rate of cell proliferation in the 5 wmol - L™" GLA
group,10 pumol - L™" GLA group,20 wmol + L™" GLA group and 40 pmol + L™' GLA group was significantly higher than that
in the negative control group ( P < 0. 05); the inhibition rate of cell proliferation in the 10 pumol « L™' GLA group,
20 pmol - L™ GLA group and 40 pmol + L™" GLA group was significantly higher than that in the 5 pmol - L™" GLA group
(P <0.05) ;the inhibitory rate of cell proliferation in the 20 wmol + L™" GLA group and 40 pmol - L' GLA group was
significantly higher than that in the 10 pwmol + L™" GLA group (P < 0. 05) ; the inhibitory rate of cell proliferation in the
40 pmol + L™" GLA group was significantly higher than that in the 20 pmol - L™ GLA group (P <0.05). The inhibition rate
of cell proliferation at 48 h and 72 h of culture was significantly higher than that at 24 h of culture,and the inhibition rate of
cell proliferation at 72 h of culture was significantly higher than that at 48 h of culture in different concentrations of GLA
groups (P <0.05). The apoptosis rate of cells in the 5 wmol - L™" GLA group,10 pmol + L™" GLA group and 20 pwmol - L™
GLA group was significantly higher than that in the negative control group (P < 0. 05) ;the apoptosis rate of cells in the
10 wmol + L™" GLA group and 20 pmol - L™ GLA group was significantly higher than that in the 5 wmol + L™" GLA group
(P <0.05) ;the apoptosis rate of cells in the 20 pmol + L™ GLA group was significantly higher than that in the 10 pmol « L™
GLA group (P <0.05). The relative expression level of p-BAD protein in the 5 wmol + L™" GLA group,10 pmol - L™" GLA
group and 20 pmol - L™" GLA group was significantly lower than that in the negative control group, the relative expression
level of PTEN protein was significantly higher than that in the negative control group (P <0.05) ;the relative expression level
of p-BAD protein in the 10 wmol - L' GLA group and 20 pmol + L™' GLA group was significantly lower than that in the
5 wmol + L™" GLA group,the relative expression level of PTEN protein was significantly higher than that in the 5 wmol + L™
GLA group (P <0.05) ;the relative expression level of p-BAD protein in the 20 wmol + L™" GLA group was significantly lower
than that in the 10 wmol + L™" GLA group, the relative expression level of PTEN protein was significantly higher than that in the
10 wmol + L™" GLA group(P <0.05). Conclusion

cells by up-regulating the expression of PTEN protein and reducing the expression of p-BAD protein, and this is in a

GLA can inhibit the proliferation and promote the apoptosis of C33A

dose-dependent manner.
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SRR B = R 2 A R, RO R, AR
56. 93 BiH S, L& AR R L e
i 5 1522 N FL L% 7% 5 (human papilloma virus,
HPV) BHL 2% U1 AH OC, Hovh HPV-16 B e &
50% ,HPV-18 % & 10% > 5 {HIF A2 B A7 jlk e 7
HPV {158 % # E Jje 5 5 . HA, 41 6 HPV
FHE B 3500 20 M A I 9 LU 22 (B DG T HPV 44
B SR B TR FIG T H T E N AT R, I,
HPV B E S0 1 B V6 2 W pbIF e 4 i o

VLA B Th 253 U 20 i, 2 e
BT R T — S . W & (Glau-
cocalyxin A, GLA) Fll #§ 2% 2, & ( Glaucocalyxin B,
GLB) /2 W24 R W i 5 A5 2 S8 v Zr B S 1Y 2 b
—i kAW . AT R, GLB XM R AGZY
0 HL-60 [ 1 5 40 i 55 22 b oo 400 e 119 A= 4 AL
AT T o AR 2 T I PG A0 e B S B
HIESE, GLB X & 808 SiHa K HeLa 41l i 4 [ 447
BRI R . I GLA 5 GLB 3% 4 45 44 1 AH
I, 5 GLA i3 b 988 J 1 th A7 — 5 A 1
AL ZH AT IBESEIE 52, GLA %8 #iJi HeLa &% SiHa
2N XA B AR T, CHLHI T RE S5 B pS3 AN
Bax [y

g T 2R S 5L, B ke
2 B JRE -2 35 R AH 56 J2 3 F ( Bel-x1/Bel-2  associated
death promoter, BAD) LK /& Bel-2 iGN Z—, T
A2k BAD H 7 40 M 04 T 0k AR b i IR A TR
V22 E TR . 10 S iRk ok 59K Iy iR
1 [R] 5 B 2 T ( phosphatase and tensin ho-molog dele-
ted from chromosome 10, PTEN) 3 [X] flt 2k 8% 2 11 A
BnE N U 3-8 R UL 3L % ( phosphatidylinositol
3-hydroxykinase , PI3K) , # 1fij i 1 PI3K/ZE [ # /i B
( protein kinase B, Akt)/BAD i/ J&, #P I 40 @ M =,
AWF5E B 1E 8 1 W8S GLA X HPV [ ¥ 5 5
C33A 4iiffih p-BAD Al PTEN [ 501, #553:F GLA %
E AU C33A 20 i 40 5 A0 T 4 5 o K H AT RE L
1, LIl GLA TE I PR HPV [ 44 B S0 VA 7 i
L FHER HEAR A

1 MRS

1.1 ZHREfEZRF  H S0 C33A 4N 8 &
P22 B B AR 20T 28 31, LA |yt & BE 2 B 24 3
28 2 $2 A6 B4 4F M % (fetal bovine serum,
FBS) | ik /K 10 3% 2 R 7 4% 7K 15 % 5 (Dulbeco’ s
modified Eagle’s medium, DMEM) iy B 3% [E Invitrogen
O], TR ( dimethyl sulfoxide, DMSO) 4 H &
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Sigma 7 #], g 38 2% v % ( phosphate buffered
saline,PBS) W B At 5t A2 A% 4wl | WU e 0 TE
¥ (radio immunoprecipitation assay, RIPA ) Z4fif 2% vt
W 7R 3L A Bk 90 ( phenylmethylsulfonyl fluorid,
PMSF) | 3 & 3L N 4% B2 1E T 18 ( bicinchoninic acid,
BCA) & H & il il & AN EECEE V-5 R ¢
3t Z (annexin V-fluorescein isothiocyanate, Annexin
V-FITC) 4 i TG aGR) & A H R = KA
RABRAF] Bt PTEN FsgREi AN 5 35 ProSci 24
A, Bt p-BAD A0 B 3£ [ SAB A +w],3,3"-[1-(KH
PEIE) -3, 4-DU S W J-— (4-F 28 JL-6-fiF 2k ) R il
fig4h [ Sodium3, 3’-[ 1-( phenylamino ) carbonyl-3,
4-tetrazolium-bis (4-methoxy-6-nitro) benzenesulfonic
acid , XTT ] K 1250 &% B 225 Biotium 2 H]

1.2 RWHE

1.2.1 {AMEE3A GLA SARE S K& H0
C33A 2 4% T & KB40 % 10% FBS 1) DMEM
T BT 37 C S IR B 5% CO, i8S 37 4 v ik
g R E, RE A mg w1k, 8 2 ~ 3 d 1548
1 R A0 M35 T2 3K 80% ~90% , JBOM A8 AR A 331 4
M T )5 2 92 %, BRI 3. 32 mg GLA, fin A
200 wL. DMSOFI PBS V&5 ¥ (4 100 L), P i A
50 mmol  L™" f#7£ 8, fi FH B 13 ) 400 o 5% 75 V4%
12100 FFEAL 500 pmol « L=" AR, 43 M 40
Muks e 101001 1501 :25.1 ¢ 12.5 el T
VERGIE— SRR, AFAUSE 5.10.20 .40 pmol - L™
GLA,

1.2.2 XTT EeMmpaigsEge 1 BT EUE R
C33A 4fiffd, #5531 10 000 20 fd 4279 T 96 fLAR Hr,
BEAL 43 M B P XF B 41,5 pmol - L™' GLA 4,
10 wmol « ™" GLA #4H.,20 pmol - L' GLA 4.
40 wmol + L™ GLA £, BH: X} HE 45 40 i AS AT AaT 24
YIFi,5 wmol + L' GLA 41,10 pumol - L™" GLA 4,
20 pmol + L™" GLA 41 40 wmol « L™" GLA ZH 4 il 53
BIIMALHASE H75.10,20 40 pmol « L™" GLA #EAT
T, BN BEBOE S A AL 5 [A] i 3¢ s 0 R 2H
CPIZAL) |, 22 AN 0 40 B R0 245 40 5 45 45 20 40 B o
37 C ERBUIE S5 % CO, BEFRMRSE 37 5 70 5 T
FERE 4.24 48 .72 h J5RALMA 25 wL XTT 5
W (%5 25 WL XTT F15 mL PMS) , 4kZ215 57 4 h, 524
R — TR, AR E % FLAE 492 nm 01
JCREARL, T 5 200 e 8 A 0 o) 5, A 4 A ] R
(%) =[1 - (LB H WO AE/ 2 F B BOE
{H) ] x100% .

1.2.3 #RRAmARMNARBATER T4
KM C33A 4l AR AN A5l 1 x 107 L™" 457

TREFEM, BEHL 2 A B X BB .5 wmol - L™" GLA
24 .10 pmol - L~" GLA # 20 pumol - L™ GLA %1,k
P RGN AS AT AT 254 T 7,5 umol + L™ GLA
24 .10 pmol - L™ GLA #4 .20 pmol - L™ GLA 4 4f
HL 53 AIMAZEHREE S 5,10 20 pmol « L™" GLA AT
T B A% A A T 37 °C SRR B 5% CO,
FEFRRAURSEIE TR 5557 48 h Jo AN, i PBS
RN I G B B (5 ~ 10) x 10° 41,
1000 r + min "' B0 5 min, 3 FIE, K UGHFT Annexin
V-FITC AT BE bR 1C , FH it 2 4 e ASOAS: 0 4 i o
TAEOL. S E s 3 I BUAAE,

1.2.4 Western blot 54l 28 i 7 PTEN F0%% 8
1¢£ BAD ( phosphorylated BAD,p-BAD) & { Xt &
EE OB K C33A A, T e 20 i A
1x10° L™" 45 F 55 35200, BEAL S by B X B2
5 pmol - L™" GLA 41.10 pmol - L' GLA 4.
20 wmol « L™" GLA 4, [F: %ot HE 20 4 i AS hnAT: 4] 24
Y+1i,5 pmol - L' GLA 4.10 pmol - L™' GLA
2 20 wmol + L™" GLA ZH40MI4> BN AL E Ry 5 |
10,20 pmol + L™ GLA ¥EAT i, ¥ & A 40 i & T
37 C G B8 5% CO, B FRAFARSERE Fr s B 7
48 h g, WA & A A i, T BV B PBS A,
1500 v+ min ™' B0 5 min, A 1K, 5 L BN
A/ PBS EL),3 000 r - min "' .0 S min, 3F
B ARE AT mL A 2R (1 mL RIPA 2y
ZURIEAN S WL PMSF) , oK b E 30 min; 757 ]
AT A A BTLA 200 M 5 oK RS B IR TE] 1 s,
PGS s, 35 &) ,4 CF 12 000 r » min ™" &[>
15 min, V& #0854 pL EEMEGIIA 1 pL &
F B W Y L B  2E ERE A RN AR 1 B ARG
0,100 CHIF 3 min; 5K BCA YA & 8 A vk
JE s TC - o H A R 04 3R A 9 TR Mg R JC , o ME A 4
AR S AR (8 T % 2 1 5 0 B s o 0l A 4%
A EREAL R AT HLK, SR T2 T IR AT 5 T
1.5 hy SR 5, FH TR 43 80 50 g - 17" B S 3 4 S 41
1 hs P A St A PTEN —4T (GREEL © 1.000) |
BT p-BAD —H¢ (JH £ 1 1 500) | {47 A Tubulin
—PLOHEE 1 2 1.000) 75, FEIRA0AH Y —HBRAR
AL IO L BT RPUIA CRFEE 1 ¢ 5 000) AR
MRt AL R0 L E P BT GRBE 1 25 000)
I H s i i BeyoECL Plus & %170 & 75 W 28 [5 Fr B
6, W Quantity-one 434 H Y 4545 K BEAEL, 11
54 p-BAD F PTEN fyAHXT A=, H B8 AN &R
kiDL HE AR KA S NS E A KB L E
Fono SLEER 3 U BUYME,

1.3 Seit=fsbsE )i ] SPSS 13.0 i AT 481t
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SFOIHT TR GRS R = A2 (x £ 5) FoR, Z24H
[R]85 FUBER T 7 220 H , R EL SR A SZ R A ¢
rg, KgAK i a =0.05,

2 #R

2.1 SAMMIGERENLER SR E 1, HF
24 48 72 h if,5 pmol + L™" GLA #4110 wmol - L~
GLA £ 20 wmol + L' GLA 24 40 pmol - L™" GLA 41
21 18 7 910 1 3 2 g M Xt AR, 10 pumol - L7
®1 5 AMBEMERER

GLA 2 .20 pmol - L™" GLA 4 .40 pmol - L™' GLA
20 3 GE A ] 6 8 25/ F 5 umol - L' GLA 4,
20 wmol « L' GLA £ 40 pmol + L™" GLA ZH 40 115
AW R B R F 10 pmol - LT' GLA 4,
40 pmol + L™" GLA 41 41 i 3% 7 410 il R &8 & = T
20 pmol + L™" GLA 4, 2R A G5 # 5 L (P <0.05) .
AN GLA 2135557 48 72 h B 24t 34 A 10 ) 256 4 35
1 THEFR 24 B, 3555 T2 h By 240 R A A o 3
TR 48 h, 2R A G FE X (P<0.05),

Tab.1 Comparison of inhibitory rate of cells proliferation among the five groups (x%s)
4151 ; _ éﬂiﬂﬁlséﬁﬁﬂﬁ%ﬂ%/ % _ P p
K98 24 h 159248 h 1EFE T2 h
[P BE2H 5 0.00 +0.00 0.00 =0.00 0.00 +0.00 - -
5 wmol - L™" GLA 40 5 3.00 +0.71° 5.03+0.71% 6.80 £0.84% 132.302 0.001
10 wmol - L™' GLA 41 5 6.02 +1.00* 12.60 £0. 55" 13.82 0. 8420 31.879 0. 000
20 pmol «+ L=" GLA #H 5 9.60 £0.55% 13.81 +0. 842 15.61 1. 14t 61.833 0.002
40 pmol + L™" GLA 21 5 14.63 +1.34%f 19.80 + 1. 30! 21.80 +0. 45bcdef 56.004 0.000
F 138. 444 231.000 165.268
P 0.000 0. 000 0. 000

T S0 IRL HAR P <0.05; 585552 24 h A P <0.05;5 5 pmol « L™" GLA 41 H 4P <0.05; 5137 48 h 4P <0.05; 5 10 pmol - L~!

GLA 41 H#5°P <0.05; 5 20 pmol + L™' GLA 4 H4%'P <0.05,

2.2 BAMEXTERZE.S pmol « L' GLA £H.10 pmol - L'
GLA #2820 pmol - L' GLA A AT X L&
GER L 1, BHPEXN R4 .5 wmol - L™" GLA 4.
10 wmol - L™" GLA £ 20 pmol + L™" GLA ZH ZfiJfa i
TR R (10.38 £0.63)% . (13.59 +0.39)% .,
(15.99 £0.72)% .(21.52 +0.52)% . 4 ZH[a) 40 1g
MR ERAG I E L (F =197. 892, P<

0.05) ;5 pumol + L™" GLA 41 .10 wmol - ™" GLA 4
20 pmol - L™" GLA £H 41 it i T~ 3 & 35 /& T Bk %t
fE2H ,10 pmol - L™" GLA £ .20 pmol - L~ GLA 41
M T RE E® TS wmol -+ L' GLA 41,
20 wmol - L™" GLA A 41 i ¥ - R B E & T
10 wmol - L™" GLA 41, 22 F A Gl M L (P <
0.05) .

10' 10° 10 10 10 100 100 10

Annexin V-FITC Annexin V-FITC

10! 10° 10° 10" 10 10° 100 10'
Annexin V-FITC Annexin V-FITC

A BT BRAL ;B S wmol - L™' GLA 41;C:10 pmol - L™" GLA £H;D:20 pmol - L™' GLA 41,
E1 PBEMEXTEELA.S pmol - L' GLA £2.10 pmol - L' GLA £8.20 pmol - L ™" GLA AMAMFT B R
Fig.1 Apoptosis of cells in the negative control group,5 ymol - L ™' GLA group,10 pmol - L' GLA group and 20 pmol - L™

GLA group

2.3 BAMEXTERLE.S pmol - L' GLA £H.10 pmol - L'
GLA #H.20 pmol - L™' GLA A4 ffih PTEN #0
p-BAD EEMENFIZELLE SR ILE 2 fI5k 2,
5 pmol + L™" GLA 41,10 pmol - L™" GLA 41,
20 pmol - L™" GLA 4141 i p-BAD 2K (1A X ik
B EM T M 4,10 wmol - L™ GLA 4,
20 pmol - L™'GLA 4141 p-BAD 25 [ HI%T ik
HERFEMT S wmol - L™' GLA 41,20 pmol « L~
GLA #4140 g i p-BAD S H AN KL B FK T

10 wmol - L™" GLA 41, 22 A G il 2 M L (P <
0.05) .5 wmol -+ L™ GLA 41,10 wmol - L™" GLA
2H .20 pmol - L™" GLA ZH40fisHf PTEN 5 [ A %) 28
iR T RAYEXT R4, 10 wmol + 17" GLA 4
20 pwmol + L™ GLA Z1 41 il PTEN 25 |4 A X 2 34
HREEHT S wmol - L™' GLA 44,20 pmol - L'
GLA ZH 40 Jfl v PTEN & HAH X Rk 7 8 & & T
10 pmol - L™" GLA 4, ZR HH ¥ E X (P <
0.05),
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Tubulin

Lo APEXS 4525 wmol + L™' GLA #H;3.10 pmol - L™' GLA #;
4.20 pmol + L™" GLA 41,

E2 PBAMEXTERLA.5 pmol - L' GLA 4,10 pymol - L'
GLA £8.20 pmol - L' GLA ZA4RBh p-BAD #1 PTEN &
AHRA

Fig.2 Expression of p-BAD and PTEN protein in the
negative control group,5 pmol - L™ GLA group,10 pmol - L'
GLA group and 20 pmol - L™' GLA group

*x2 PAMEXERLA.S pmol - L' GLA 4,10 pmol - L™’
GLA £2.20 pmol - L ™" GLA A4 fith p-BAD #1 PTEN &
BiExRIZELE

Tab.2 Comparison of relative expressions of p-BAD and
PTEN protein in cells among the negative control group,

5 pmol - L™ GLA group, 10 pmol - L™' GLA group,

20 pmol - L' GLA group (x+5)
20 51 n p-BAD B[ PTEN B[4
3%t B2 3 0.76£0.95 0.40 +0.05

5 wmol « L™! GLA 4 3 0.59£0.03" 0.62 +0.01°

10 wmol - L™ GLAZH 3 0.41 +0.02% 0.73 +0.04%
20 pmol - L™! GLA 4 3 0.29£0.01% 0.91 +0.04"°
F 48.460 94.941

P 0.000 0. 000

T S A P <0.055 5 5 pmol - L™" GLA 41 AP <
0.05;5 10 wmol - L™" GLA £H 4P <0.05,

3 g

B SR R A o RN E R AR 2 7,
JERZHOR P E A RS T R
HPV $raifife 58 S k2B R RS IARE . H
i 6 R b S (36 97 77 ik EZ LT R IR
T MHIRIT N E . BEMIRIRA, CEHZFSE
Fges K AR ORI R 2R, an g S A B | e v TR R 4
AR E IR R 2 ook, B T
E7/ AN Lt I EING REZTRT= e N S = REZTE: i) G B O 7o
PR 2GS T 1) TR o A2 T B
X2 BRAE FBLE 25 7 0 i i i (R e b 25 ZE B
Je 7 RIS AR B i — 25 44k, GLA 1 GLB J& M
PRSP ER I 2 b &, A 154
16 DU SEA2 M 48, A B bt Mg /E H . A ST
UESE, GLB A 3 120 248 it J&] 497 BH ¥ B 42755 4 i oK
TR 7 2N R 0 X AL 2 18T 25 W R
SIS RS IESE , GLB Al 01 L oo 40 i 1) 1
B TR AR FE o AR AL i3 3 1o 20 it e sl
RUSZIGIE 52, GLB L 7] 2 A9 i 1) o7 =0 ol 8 S99

HeLa F11 SiHa 40 g & (4 384 58 , 341 HeLa Al SiHa 4
ML T, 1755 HeLa 1 SiHa 40 [ W5 ; JLHLHI AT fE &
I AR NS BEULEE 4, 5- R IR 3-I R Akt {55
i JNK 1 p38 22 34 5t % Ak 85 (i A o 30 i S
P ST GLA AL 7 ThT A BIF 58 i 52
GLA X filidas 2L B R 7 bR 40 i g 45 o 9
2R LA AR A TS (B AT B 5T 2 B
Caski 4lJffd .HeLa 40 i .SiHa 25 HPV [ 5 5598 40
Jid, A 5C HPV B4 F 9098 41 M ) BT AR G 2

ARWFFT LA HPV BB g C33A 4 i A 0 58
PG R AR LR S35 37 10 77 1 88 GLA X C33A
YL FE B 5L, 45 R B R, 5 wmol - L' GLA 41 .
10 pmol - L' GLA 4{.20 pmol - L' GLA 4.
40 wmol + L™" GLA £ £ ity 4% 42 417 il 2R W 3% % T B
PEXT BB ZH, 10 pmol - L™" GLA £ .20 pmol - L™'
GLA 41 .40 pwmol - L™" GLA 20 41 i34 58 41 ] % 5
5 wmol - L™" GLA 4, 20 pmol - L™ GLA 4.
40 wmol - L' GLA 41 40 Jig 3% 55 0 ) R & F
10 wmol - L™" GLA #{,40 pmol - L™" GLA ZH 4 1%
FEINH R E T 20 pumol + L™ GLA 4, YA AN [A) e &
GLA XJ'B 3t C33A 4 e A o &M dER, H2
WK, A ST 45 R R, 5 pmol + L™ GLA
28,10 wmol + L.™" GLA £H 20 wmol - L™" GLA ZH 41
PTG 5 TR 4,10 wmol - L' GLA
Z0.20 wmol + L™' GLA MM TR B E & T
5 pmol - L' GLA 41,20 pmol - L' GLA 41415 U4
T-% R % % 110 pmol - L™" GLA 41, #}iH] GLA oJ
{2 C33A gjfa v, H 2R E K . AP LR
5 GLA e SMMC-7721 4™ B s dnpa's
B Hela 44" J7 WipOW ST 45 R —3,

BAD &P & Bel-2 KR G 2 —, R FRAET
BAD 8 /A FEBE IR L A AE B MR 1k 2 FPetRZS . BAD
R EAFTE Bel2 G BH3 [Rl R 45 F 1, 76 0/ 1
IS5 T B R L 19 BAD & 7] 5 Bel-2,
Bel-xl J¥ i 5 U8 — R 4K, 5§ 57 P B # Bel-2/Bax,
Bel-xl/Bax () Bax, Emife sEAnM A =" 0 2G4 K
FYEF T4y, BAD 78 Akt 555 5@ B EH T
A 22 ARG HE IR AL, p-BAD 5 14-3-3 IR 45
G E AV IREAEAE T Ao b, DT & #5400
TR o UEAESK , BAD 2K 7R JA T R R i
YERBUATF Z 5 Mt . A4 R IR,
1463k p-BAD 1 2 I 008 £8 A 1 A A7 R B
B BANSAL %7 B gu i, @it RNA F
PLE AR HI P S 40 CDK1 (323K, i p-BAD /K
SEREARR, AT 4 5 B L8 20 X B 2R AL 2 1R T 2 )
R, HI A gE T A WFFTiRGE , 2R
Yiijfarh BAD & [ B R AR S A2 Ak {5538 B 1Y
JA4E , PTEN SER 2k 58 2% 16 n] 30 1 i PI3K, 2 i
it PI3K/Akt/BAD il % 40 fi 40 g 9] T2, LI
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SRR S, 9 2 0T i 1 3L 40 e
PTEN 33k B, Jlad Akt 42 {80 BAD 2 I R
1k, 58 BAD SRR, NIiE- A M E T, At
LR D IR,S wmol + L™" GLA £ .10 pmol « L™
GLA #H 20 pmol - L™" GLA ZH 4 fitarh p-BAD & (14

Xk BT I PEXT R4, PTEN 85 A X 31k 5
FRHPEXTBR4] ;10 pmol - L' GLA 4{.20 pmol -« L !

GLA ZH4HfH p-BAD B FIAHXSFRIA AL T S pumol - L
GLA #1,PTEN & (M X £ X B & F 5 pmol « L'
GLA #1;20 wmol - L' GLA ZH4HM P p-BAD & [14H
Nf R EAE T 10 wmol - L™" GLA 2H, PTEN % [ 4
Xk EE T 10 pmol - L' GLA 4H; i} B GLA %
TEIUE C33A 2418 T A AL HI AT AE & EA
PTEN 2 [ () 35, ¥IE PBK/ Akt (557 5, f#
BAD f HiwERR AL, B Ik p-BAD 2 (335, M5
S R

Zr LTk, GLA R HPV [ e 55198 41 g
C33A fsa%H , {2 3t HPV FH: B 8090 4 ig C33A 1Y)
JAT, HOS R AR, AL AT AR A A
PTEN # H (9 3235, #00G PBBK/Akt {5556 5, (#
BAD & iR L, S 2L BAD & (LR, N5
LI T ABESE A H 2 GLA Y7 HPV B M e
FERRHE TR S BOHARE (B AR I PR A T e — A
UE; 7350, 5 HAD 2 Wy sl A= Y097 vk O BC AT, FH 73
TEE S sh SR I o FH S8 75 B — 2 R0 ) o
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