EREF 201156 A% 40 5% 18 B 1769

SEEERRAFLEBEINA .S AMEESI
ANEHE SiHa R 20

FTET VR HAK EERL,FILTWER - MR AHHKS
(1.FHREAKXFEWEMNB EREIEZFA,$752 52 RF 8300112, AT K & —
AR E 9% B AL, 3758w 4+ 844000)

W E:BM A FFTZREARAMNKREDED LI, 5 BRF RS T IRINE RO AT HME SiHa MGG e,
WA AERME . FiE Lo 504, % B FBREEMN T SiHa i, KA MTT A s g s dr 4t oL Bl B4 £ 24
BB T & iR X f o A4 ) SiHa 0 e Bel-2 s B R XK, BBR EM-MAAL . &% B o R 400 tn 035 78 47 %) 5 0
AAR ST, S BRFM(P<0.05) . EmahRE N RH . TRESMEAH L miL. e Bel-2 b sk AKF 2%
BAK(P<<0.05), %t FF ZAL RN EB 54, 5 O R BEE T ik 838 B 4K Bel-2 fo % 42 85 & ik K F @ #p 4] SiHa 29 1
COEEE W

KB AW Bel-2; 84, Kb 8, @B Ig ;M A o % 22 i 3 A

doi:10. 3969/j. issn. 1671-8348. 2011. 18. 001 X#kFRiIRAD: A NEHS:1671-8348(2011)18-1769-03

The effect of combination of total phenolics from abnormal Savda Munziq with cisplatin or docetaxel on
human cervical cancer SiHa cells”
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Abstract; Objective  To investigate the effects of combination of total phenolics from abnormal Savda Munziq water extracts
with cisplatin or docetaxel on human cervical cancer SiHa cells in vitro,and to explore the mechanism. Methods SiHa cells were
treated with total phenolics combined with cisplatin or docetaxel. Inhibition of cellular proliferation was detected by MTT assay, cel-
lular morphology was observed by inverted phase microscope,and levels of Bcl-2 and telomerase expression in SiHa cells were de-
tected by flow cytometry. Results The inhibitory rates of cellular proliferation of total phenolics-cisplatin group and phenolics-do-
cetaxel group were significantly higher than those in cisplatin group and docetaxel group(P<C0. 05) , respectively. Cells became small

and round,and a lot of detached,round and dead cell could be seen. Levels of cellular Bel-2,and telomerase expression were marked-

ly decreased(P<C0. 05). Conclusion Total phenolics from abnormal Savda Munziq combined with cisplatin or docetaxel can inhibit

proliferation of SiHa cells via inhibiting cellular Bel-2 and telomerase expression levels.
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H 2004 £ WHO 2 1ii & 50U A2 ik — T 8296 K 00 it g LA
KL E NS E BUR T A 408 2. 4525 5 RRE BT
JEAEE IR IR T R T 25 D R A Al T R IR R SE P )
R TR E . AR TR T 425 55k IR TR K 4R
YWEE, UNTFE s SiHa g h R X 2 % H a5 s
G4 | 22 VU A BRI G 1 F EAT L 35 R T S5 B IE B 28 ) A
Ty 55 WPUEH K2 25 09 s 38 A5 T8 B9 [ 4 T B HCAR FRTATL AR LA 5 408 1
B2 .
1 #B57FE
11 Zuffikk  SiHa 40 i W 3 b [ B2 2 B 2 B b 40 2 9
MR T .
1.2 FE2aUi 500 S i s R R A0 KRR - B
IRBIZEMG . S50 25 B aa 700 4 46 < 0 QB OR R E Hospira
Australia Pty Ltd. ). £ 7§ filh 8 (VT % 16 & 5 25) . & B
Dulbecco’ st B 1 3% %t (Dulbecco’s modified Eagle medium,
DMEM) | 2 13 (32 [ GIBCO 23 7 ) , P FF 56 {8 8 i [ 5-
(4, 5-dime-thylthiazol-2-yl)-2, 5-diphenyltetrazolium bromide,

x  EETB:EFKAREEI S RBWHE (30860325), 4~

MTT], = H % W i (dimethyl sulfoxide, DMSO) . i & 9 K}
(AMRESCO 2 7)) (B (BECKMAN COULTER) | Bt A
Bel-2 $it /& (INVITROGEN) G 471 A I b B Bt 4 CIb 52 1 28 26
4 St Y EE R A CO, 324 (Thermo Scientific) | {5 &
A 22 B4 (OLYMPUS) 4 H 8h i3 {4 (BIO-RAD) & 3t =X 4
JifL X (BECKMAN COULTER) %,

1.3 4jkEsR  SiHa 40MH & 5% R4 13 .100 U/mL % .
R Z A B DMEM B33 3%, 78 37 °C Al fi i .5 %6 CO, K
FAAPESR . 3 d R 1 IR 5~6 d BT Ik BOR B AR R B A
Ff AT SE 5

L4 MTT kK IO 5 K91 SiHa 4006 . 6 % 40 1 5%
95X 10" A /mL g H e FlF 96 FLAR . L4 RN 100 pL, 4k %E
g% A8 ho W 4l 4y Sy - (DX ERAL CRINRE 36 5 (D S0 41 (f5
T2 B AL A 2 22 P PR A B A S - TR A
-2 IR s (S A (R EZS X 4 2 [ SR 4D .
R 8 T H0 552 0 % T S i 45 SR B Y 24 B 43 0 BB 0,50,
75,100 pg/mL, 41 0.1.5 pg/mL, ZPifth# 0.5.10 pg/mL;
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*1 BB S IRAEE A 3T SiHa MRS MBI RHZ M (TLs, %)

B M 0 pg/mL J%A 1 g/ ml JB% 5 g/ mL
(ug/ml)  fEff 24 h iR 48 h R 72 h R 24 h i 48 h R 72 h fEf 24 h R 48 h fER 72 h
0 0 0 0 10.4142.16 17.6043.50 21.5242.77 21.46+1.58 37.82+2.86 62.45+2. 40
50 0 0 0 16,1242, 400 28.3742.070% 36,2243, 180% 27,661,314 45,6104, 340% 64,1672, 90%
75 7.9042.96  11.974£2.24  20.8542.91 24,5643, 524 41,7351, 918% 63,8542, 104% 38. 641,962 58,6100, 574% 73,0671, 604%
100 28.2073.15  33.40751.83  40.01742.38 40,4471, 032 53.5743.104% 73,3941, 254% 49. 83743, 594 71412, 114% 83,8143, 024%

A P<20. 05, 55 AR [ e JIE 1) 2 25 41 B4R 5 0% 2 P<<0. 05, 5 4[] e J32 H At 44 T i) 200 b 2

x2 BBEEHEMERAI SiHa AN (T, 0)

R Z Vb3 0 pg/ml ZVifhFE 5 pg/ml Z Vb3 10 pg/ml

(pg/ml)  fEff 24 h R 48 h 72 h R 24 h R 48 h 72 h fEf 24 h R 48 h R 72 h

0 0 0 0 23.654-0. 70 21.7442.25 39,9242, 07 34,2241, 67 48.03+1.91 54.20+3, 23

50 0 0 0 33,6642, 624 49. 592, 4307 61. 08742, 35A% 49.80+2, 314 61.12740.544% 70,661, 114%
75 7.90+2. 96 11.9742.24  20.85+2.91 42,2142, 174 63. 3341, 64A% 72. 2042, 750% 55. 500, 484 74, 3843, 30A% 82,0641, 263
100 28.20+3.15  33.40+1.83  40.01+2.38 50. 25+ 1. 884 71,5441, 11A% 80. 72+ 1. 3849 64,5742, 042 80, 8540, 72A% 90, 3241, 814%

A P<20. 05, 5540 [a] e BE 1) 525 41 HL 485 0% < P<<0. 05, 55 A [5] ¥ B HC At A Tt i) 261 b

106 24 2R 1 4% ViR B ST 43 30 55 L 3k 4% ViR 2 U4 L 22 Gt 3
G HA AN AL B, 43 B KE 57 24,4872 h AL 20 pL
MTT. 4825557 4 h £ L5080, in A DMSO 150 pL, 4 A 3l
F B3 AN R % 10 min K0 45 4178 490 nm 4b 19 W% 56 B Coptical
density, ODyoo) o 3525 X050 200 i 394 428 400 0 3R . 200 L 84 32 400 71
R=[1— LT3 ODioo -7 F L4135 ODyoo {8 /3] 1]
2135 ODyoo fH — 25 A X BRALT- 2 ODyg, fH) ] X 100% . SE 5
S WKW 4 ZAL,

1.5 {IEMERMENE YA HE 48 h J5 4 3k F 6 5
AH 2% O AR B L R A 21 B B - 2 Ve i 38 41 SiHa
410 i T S A5 A

1.6 JaCaiMARR I IO 804 K SiHa 41 i 4% fl 7 15 3=
L, 3R 5XX10° A2 M/, 48 b I BE J5 K 20 At 43 Sk X HEL AL (4l
M FR 259 4 B AR QB4R 5 pg/mL) £ P34 (£ 78
M3 20 pg/mL) R B CRB 75 pg/mL) ST 41 CE B
75 pg/mL JI41 5 pg/mL) B E- 2 V6 b FEAL GBS 75 pg/mL.
Z VA0S 20 pg/mL) Gk 37 48 h. [ EE T 1k B R A0 T BV
W R 2% vh K (phosphate buffer solution, PBS) ¥k 2 ¥, B I 77 %
BJE . Jm 5 pL BT A Bel-2 $Tik .2 pL St A s ki B P44 . 15
min J§ /il 4 mL PBS % B0, & BWEW A 1 mL 858473
%40 AAG

1.7 Sil2:ab 3 B FH SPSS17. 0 %t i 3K 14 3 47 B4R 45 47
PR T FoR . 2001, L P<<0. 05 28 R Gt 2
2 4 )

2.1 MW FAAIE S X SiHa 40 M IR R I -
NS4 2L 1) 248 J 464 400 ) S LG B0 28 WD S 3 m (P<C0. 05) , 4
VA AN A I T I R A 0 8 A S 5 s 9 LA [
245y e JiE ALk B AL ) 240 M G A AU S 3 B A P R m g 3 R (P <<
0.05) . T fIk ¥ BE B (50 pg/mL) X 240 I TG A5 16 V6 . 20 fiE i
S T I XoF 200 M 346 A A 4 ] (P<C0. 05) . B 55 A A 38
HAER AL L 1,

2.2 WS Z VWG4 %t SiHa 4038 A0 E L -
Z VG b FE 41 Lh £ VG At € 41 4N B 3G 5 0 k) S B R 8 i (P <
0.05) » 22 VG b 8k o 7 A% W Bl 193 ok B B R, R IR AR
AT 200 i 558 400 4] 2R3 i (P<<0. 05) , 4[R2 4y ¥k 35 b 1 2 440

J56 B4 4 4 I I (8] 3% o i 4 O (P <0, 05) . AR W EE S (50
peg/ L)L S 25 B2 R 22 TG AL B8 ok 4 N 4% A 1Y 0 o (P <20. 05)
S5 2 P TS B AT O AR T LR 2.
2.3 B AEIUAA 2 PG b BE KA X SiTHa 40 M TR 25 R

15 RH 22 10 I BE WL 4% X BRZH SiHa 41 i WG BE R 47, LT 8
Jd 7 A Bl T A IE W R 2 RARIE A AT R A0 M BB e B
M-I 20 5 5 - 22 1 il 9 2 400 L 4 R /) AR T A N A T
A8+ AZ ST LG R0/0 o 40 D J5T A Qe T L s 9 AR 0 B o 0 A% A
JRETH % T LB 2 i v IR FE T AR A DL 3 [ 1
2.4 RS A L 2 PG A R IR X Sila 4L Bel-2 g ki
BERyRIE AR 3.k 3 & 2 WT L. BB AL AR 2 | 2 7 Al 3%
4B TEH 2 K 6 By~ 2 P b R 2 20 I Bel-2 0 s 1l 3 ik
IR AR F X BRAL (P<C0. 05) » &k T 471 4 B 8 T~ 22 6 fih 5%
LA Bel-2 035 L i 2 kK SF IR T R4 B H A (P<
0.05),

&3 BB R SH R % F fth FEXY Siha 408 Bel-2,
i L B AR KK R R (T £ )

215 Bel-2 Vi 47 il
X IR 73.67+4. 44 62.27+4.49
R 27|
pENiEEl 60.87+2.714 50. 773, 444
U5 4 25 33,5044, 442 33.37+4,574
Z 7 fib FE 4l 26,1044, 814 43,9744, 194
A

AT I A0 40 11. 7343, 174% 18. 8741, 254%

B2Vt FE A 9.7743.564% 27. 735, 394%

£ P<C0. 05, 53 B4 i 0% . P<<0. 05, 525 4] L 3K .

30 #

LIS Ay Sl 6 1) 25 i A o7 7T 4R 5 Y UM AR B A AT
Rl SRR ERIBET SR T R 28% ~50 % BLE T T
S i 22 RO R AT . SV B B0 AR R
EE BT 97 T g — ol 52 A2 18 2K 88 25 400 1 1 4 5 6 TF 9 ¢
W1, 2275 Al B 0F 25 i A MG » 045 T 9 L B9 S§L O A 4 0 L A
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I8 S A AN B T L T RB A R A B sk e S
WA — & MR

ABEGE MTT 25 5 3R BUEH 22 04 iy 38 S b 4 T L ) B 35
il SiHa 4HM A X 5 IR SRS AL, BB o 35
I 7 BB T 25 £ 1 i R 4t ) 38 7 0 1) 2 (P<<0. 05) , B B A 4
P o MU VR J3E — I T T 9 T 34 I 40 8 400 o) 488 o
AR I 25 v 2 4k $0 SiHa 41 1 . 156 VR T IS 8] 38 Jim . 40 B 3% 5410
il Fe -t B 3 i (P<0. 05) . BB 5 2 04 4th R Bk G 1 T 7R 75
FIRMIGEA . B8N 22 10 00 00 258 52 0 2 40 M R AR B S AR R
A5,k F WLE S 43 5 5 40 L 2 VG A BTG A T ] SiHa 46
FA 48 5

PACHIE T © UE 52 5 8 JJIE S 30 2000 7T 30 B 1y ik L 3 g
H UG AL DIBE (BT IR A BRG] R ) DNA AL 45 F
LR F AR 5, SR S R IR BRGNS A o TS
e 1B 7E S R E BSOS B K S 4 S S B, O 38. 28
mg/g, Bl i T & AT S 2 1Y KB 16. 21 mg/g* . EA
FU AR AR IR RN AR L BT T A P S R SRR B A S
By Hela 4 M BF 4= R p53 JE A 193K & T Bel-2 L 3k,
X Al e S H R LR SO 1 F UL Z —

Bel-2 3 F 32 %03 3K T S0k 1A A0 5 L 40 i A% 15 i 5t 10
Bel-2 25 B 1 A= B0 ) 18 3 S8 2 400 10 40 0 0 T A K 40 i A s i
ANEE 0 A0 A B R AR AT . A BF T R T, Bel-2 2R a3k
K5 B WU I KR — G R IE HLS R U Y I DR 2E AR AH
SO REYEE A AR L £ 76 fth FE 1 A SiHa 4000 48 h, 40 i
Bel-2 223k 7K -8 AR T %0 BR AL A 20 | 22 VG fiby T8 20 % G 1y 41
(P<C0.05) , X #& 75 H AR FALH o7 68 5 9 15 Bel-2 Ay R B AR,
RPREAIR Bel-2 235 7T F Ik DNA #5145 B 5 1 HEPT I A 7T BE A
& Bel-2 X iy 240 B 94 o ity 410 ) 4 P S BHL 1 8 AL i A5 5 43
T FI LR 43 DT A 28 i 98 48 L ) 9 1 S5 34 58 245 0 %o fo 7
0 A 3 1 B T PL SIS £ T — B 0T

AT R R BB R G A | 22 70t FE4F T SiHa 41
48 b J5 2 v KL I 2 35 KT B AR T B WA AL 2T
b FE2H Je Sy 2H (P<C0. 05) . 3t KL i AE G 18 s b G 3 1 2 K
25 0 S A 1) S () 3 L 2 T R R R S A 1 S A
S bR AR iR G g R I T A A S R BE L 8 R 40 D R 0k
EA O N TN TR R N1 S o e O SR R N T
EAF M E 3 b B 9983 A (cervical intraepithelial neoplasia, CIN)
I/ TI132E Ji& o e B0 W A SR o0 ki B 2 5 18 B0 O R4
KR RE S AN SEAE 5% 5 A S L 3 SR B mRNA i
L T M 2 R KT 5 U I A AR AR SR A RE
TRAP (telomeric repeat amplification protocol) ¥ X} v ki il 15
PEHEAT R, 45 5B BUR B BN B I Y R IE 2 4R i L
TEPER IR A Bk 78. 9% .25. 0% Fl 0. 0% . ' 20 3 i Rk il Y %
5 ST T CIN FIIE % RO sk 3R B 5 4 L £
VAt PE IRV FBIL 6 7T 8 55 A AV s 14 355 P 06

A 55 38 2 W1 AIG e S T (50 pg/mL) % SiHa 41 il TG 1)
il 45 4B AT 38 0 Ak 5 25 W0 A L 22 V4 fl 3 X SiHa 4 i Y 4
FEAM I (P<C0. 05) , 3% Ky B 0T I 2 '3 39 B 3 YR YT SR it T
BN i

BT FE R WLE B 43 51 5 04 L 22 7 i BRI G AR 0 1)
B 30U SiHa 20 04 3G 58, XY A L 22 VG fill TR VR BN AR B, B
X SiHa 4 1 3 G410 ) 3 52 B A 00 9 B K I ) A0 1 5 LI
FEFAHLI AT HE 5 K AR Bel-2 35 3k R IR o kL 6 0 1 A O, 48
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