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DC-CIK FE & EHE MR SSIEFF 3R
O, X XS

WE BM PRSI (DC) -85 A ( CIK) X5 55
FEAMRIRAA SR, ik BEBUE HU& Sila 40, >R
SRE B R R M, 25 %% R B B O 1 4 B AR A A i B
MEAZ 53 935S DC L CIK, 4320 5% 3% )5 WLEE DC-CIK %
B U SiHa AUMLAEIE R G AT R5E TR Y
1T MBYRZIN , Western blot &Kz A0 ML I8 1= 4= 22 85 H AR X &
i, BR S5EIUEA .DC A, CIK 41 . DC-CIK 43
FEFAAR AT R ;5 CIK 41 Hede, DC-CIK 20 36 5l 545
I8 m (P <0.05) . 5EBUHA .DC H LA, CIK
2H \DC-CIK £H 41 Jfa 17 1% 4R, H DC-CIK 4 771 AL T
CIK 41 (P <0.05) ., 5&#ifma DC 4 H# , CIK £ . DC-CIK
HIRZE T BANBEAR; 5 CIK 41 b4, DC-CIK 41228 iF
BB (P <0.05) . S'ESUELL .DC A4, CIK 4 |
DC-CIK ZH BN IE LIS 3-3HE (PI3K) (2R i8R B(AKT) I
FLsh ¥ ve B 5w #E  (mTOR) I 4 Jm 2 1 #5-9 ( MMP-
9) XS FIR mERAR, 1 B RS 3 B K ( E-cadherin) AR 1k
BRE; 5 CIK 4%, DC-CIK 4H PI3K , Akt . mTOR . MMP-9
AHXT 3k B AR, E-cadherin 1% F K & 45 (P <0.05)
g5it @7 DC-CIK 53Rk & | I X 85 9098 40 M F 47 T
T, ey S0 A0 M B 5E (R 5 R, (i R S50 40
PAT, DI 30175 5 2 3500 200 MR BIR 4 ), FEALI ml g S
i DC-CIK 4% 35 9445 PI3K/ Akt/mTOR 38 P& & H & 1=
FEHREAREA K,

SRR IR AN 5 A% 05 0 5 40 PR ; 40
S

hESES R737.33
XHfFRER A XEHS 1000 - 1492(2022)10 — 1569 - 05
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B SR A PR B L) 2 b R P
T BB R gAY ) E B B R
HE IRYTHERE R LA S i P A e gt
B SR KRR R IER B A RRE MR AL, 2k
FHAERZED Y BRI SMREF AR S B
0 FRYT T Be (B ANR 22 5 IR IP ROR 22 7 85
Ko WEARYEM ( dendritic cell, DC) -4 40 M ( kil-
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ler cell, CIK) A= 420 M SR 28 Y7 o 70 X 1 e e R Vi
7R R, AT S G R AN R T Bk
FH LI R, DC-CIK A= 4 20 i ] Xof 2y 2598
0 B EAG 3 R I A 80, 4B A ok L EL A AL
BT, ISR EE ST DC-CIK 8% F7 1A 2 X} e 8
AN UEAT T 10, B 7E 9% DC-CIK 4 55 8
I A M R BIR 1 FH B AR DA FHBILA

1 MRS HS

1.1 FERERERRF HIUE SiHa AW A
FE AR, /D BT E M LRS 3-8 ( phos-
phatidylinositol 3-kinase, PI3K) Wik (£ H Hyclone
NA]) s RPN B H I B (protein kinase B,
AKT) Fifk ([ Selleck 24 7)) 3 KRBT RT3
V4% B ] U EE 11 ( mammalian target protein of siroli-
mus, mTOR) HLHK ( 3& F Invitrogen A F]) 5 /NPT K
SR B7 P 85 5 BfF 3 (epithelial calcium adhesins, E-
Cadherin)zfﬁ.ﬁg( EE BD A ) ; KB/ MMP-9
PO (T8 Sigma 23 A ) ; PCR 5 & [ RARAE ALY
HFH (b m) AR A 575 KG204 ], matrigel FE JiS i
JE (L SR E MR AT BR 2 D 5 535 356234 ) , U
RER (MTT) 12050 & (Lt 1 R PR FRA 7] 2
#\:,ﬂf% GL0510-OYT) ; Transwell Hz ( A
FHEA RAE 585 3422)

1.2 EIHE SiHa MAEF XA E JUE SiHa
MREFEAT AL B, Z 5 BT 5 10% Jif 248 1L 7F 1y 5%
#3000 v/min B0 )5 BEE AR KR E T 37
C 5% CO, MR IR,

1.3 DC 48, CIK @AtEss M 2020 453 A
-2021 4F 3 J T rg 5 BERE R 450 = s B2 B it 12
1 R EFT I AR IR T 1Y S S0 B 10 4], T 6
i), IV A 4 ], S IR 5 T R 2 R R DK 1M 60 ml, 5
PI1200 wl AFZR A, O I T 20 8 23 B9 50 ml,
DI 5 ml 70 10 SCELOAE U INEIK I 6 ml,
ZJ5 2500 r/min B0 15 min, B2 IHETEE Y 50
ml BOE RE.OE LEMEE T8N, ]E.O
SRR E T 5 ORI AR B KR A
WA 2 50 ml, M KOS 5 000 r/min B0 10
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min, $EHCS x 107 4T DC 40 ks 5%, g
AT CIK 40 M55 57, semic e 1 R, W
20% FARILYE | R GRS 42T — B R S 1 000 pg/ml
IFN-y, X H %41 100 pg/ml TL-1a 300 wg/ml IL-2
50 ng/ml CD3 H 50 BB A4, W22 4 it 40 i, AH 7 #b
JnEEFRELY Y 5 8 K5 DC 4 dtRE 5, DC 40
PR E 6 FLM (B 5 x 107 4~/ml) ,2 ml/ L, BEit
IC N 1K, 3500 weg/ml 1L4 1 000 pg/ml GM-
CSF, %5 4 RAMI 2 ml DC ¥EFRU, 55 6 REINPLE,
857 REHN 500 pg/ml TNF-o, 55 8 KA [0 G4
W DC 4NHE (HIAUEEE 1 x 107 4~/ml) K CIK 4 i
(1 x10° /~/ml) A 8557 RGBT 40 M 55
FINERFR Y A 10 KX FRE A DC-CIK #1714
AR 5 14 KT 5L5

1.4 HREEFRASAE  HBUERIRSED x5tk
K9] SiHa 2 LA 7 IR AL, TR0 T 96 FLAR , &
FE AL 5 x 10* A4S BF 96 FLARCE T4 55 35246 (37
C 5% CO,) Wit ¥ 7%, 70 5K 100 pl H5 55
3% 5 d 1Y DC 4 3557 7 d 1Y CIK 20 Sk & 45
7% 3 d 19 CIK-DC 4 LI R 1 x 107 NEEFT 96
LAl (A FEANM) , 43 0l o B S 2H . DC 4 | CIK
20 \DC-CIK 4, &AM T AIs AR R 1 d,
CCK-8 I®ANM LN (20 pwl/fL) , KR 2 h, W
LA MLAE IS

1.5 YR ¥=1T A

1.5.1 MTT & Eénmiasr s T
0. 125% R B AL 20 B, 1 45 540 M B o4
F 96 FLH, B4 3 P FL,2 x 10° 4~/FL, %5 96 FLAR
HT 37 C.5% CO, {iFfah, /il FHi % 24 48
72 h JIIA 20 wl MTT, 155 40 i R

1.5.2 TUNEL 4 g ie 8 4 489 im
FE AW K 20 wg/ml #7555 ,1.5 h JFE2BREEIE
TIN5 22 v 100 ol B2 TdT il S W, & T3t
WEEF IR 1 h J5 40 100 wl SSC B W, #5130
min JFHUH VW UE, DAPL & 345 KT 3% 10 min, 75

Y A DD Ve~ 3N
1.5.3 Transwell ) F Z AN mieiz £ /D
FIRALE AN AN MR 200 wl, T 28 N IR0 40 i 1
FE (% 10% a4 103 ) , (o A0 e 355 40 % N 35 5%
1d, %552 KRECH 5] PBS Wil vE, 2 )5l 4%
LR P PEAT YL 0, #5830 min J5 0 S 0B
1.5.4 XR A& mpEsah MHBEES
it P A A LA R, A AR B Rl T 6 fLAR, {10
l B A Sk T T LARIC R i B2k {1 PBS 2
WV E E NS 1 d I RIE
1.6 Western blot ;=M MEAT BEEERIE
4 LT IS0 g BT, 2, 8 AR M
1T SDS-PAGE #E ¢ H1 UK I 5% I, 1 1] Western £ 4]
WEWEM 3 h, Z A TBST i B 1 5t
PI3K Akt . mTOR . E-cadherin , MMP-9 (1 : 2 500) —
i, 9T 5 CHEME 1 d, B 58 PBS ¥k,
ZJEWIM=HT(1 : 5000) M F 1 h, BUBELE G 1T
A WG S, DL B-actin NS K 45T K
&, 1% PI3K . Akt ,mTOR , E-cadherin , MMP-9 A %}
Tk,
1.7 S4B ] SPSS 26. 0 Giit# bk AT
SYHT, T TORER IR + AR 22 (v 2 5) iR, 24
] B3R 7 22 55 PR 36, AT BRI R 7 2200 #r , 2
(2R LSD-t A4S 55 Hh#8, P <0.05 N2ERB ST

&R

2.1 RAMEEE ATEATE WFE1 PR,
24 48 72 h B, B SR DC L4 M A R T
R, 2R LG FE (P >0.05); 5% 5
4 DC 4 He#%, CIK 41 DC-CIK ZH 4t Jifa 334 58 SR A 1%
TR e, 2ZRASITFE X (P<0.05) ;5 CIK
ZH L3, DC-CIK ZH 4 34 78 A0 351G, PR T s iy, 22
SHEGIFE (P <0.05),

2

F1 SEMMGE BTEATL(% v xs)

g HE T JHT R

24 h 48 h 72 h 24 h 48 h 72 h
B 42.51 £4.36 46.19 £4.72 52.33 £5.18 9.73 +1.52 9.85 £1.47 9.79 £1.63
DC 41.36 £4.25 44.92 +4.36 48.37 +4.55 10.11 £1.69 10.23 £1.95 10.08 +2.08
CIK 25.62+3.127%  21.53£2.71"* 18.28 £2.33 "% 16.35+2.24"* 19.38 +2.57"%  23.16+3.25**
DC-CIK 22.17 £2.67 %% 18.75£2.30°%% 12,58 +1.63 "% 22.59 £2.54*%%  27.15+2.73*%%  32.82+3.15*%
F1H 12.580 16.510 23.150 13.740 17. 640 20.530
P1E 0.001 0.001 0.001 0.001 0.001 0.001

HESURH L

P<0.05;5 DC 40 [#."P <0.05; 5 CIK 40 [4# . 2 P <0. 05
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2.2 HHEMMFERREE WE PR, 5ESE
2H DC ZH I, CIK 4 . DC-CIK ZH 4 7735 R A1
H DC-CIK LA TG HAL T CIK 4, 2 %A 51t
N (P<0.05),

150

100 1 1

it

715 H(%)

50 *H#A

EHUEA DCYL
E1 FAMBEFERLR
SEr S LA, P <0.05; 5 DC A IL# P <0.05; 5 CIK
HE . 2P <0.05

CIK#H  DC-CIK#H

2.3 RAMMEBE IBEALER Wx2 K2
Jiw B S AL DC AL A0 MR 28 BB A A L 3R
EZRTGH¥ENL(P>0.05); 5ESUEA . DC 4
NI %L, CIK 2H \DC-CIK 21 40 12 28 3T 7% 40 i %1
B, ZRA G243 L (P <0.05) ;5 CIK 440
H A, DC-CIK H 40Uz 7% TR MBI AR, 252 A
Giit2rE L (P <0.05),

R2 BEHAMEE TBEALE(,cxs)

21571 (&b TS 41 4L
R 123.95 +21.53 117.65 £18.67
DC 121.67 +21.78 116.53 +18.29
CIK 92.35 £12.67** 87.56 £10.35**
DC-CIK 75.16 £8.52 **4 72.28 +8.26 **4
F {8 6.663 7.028

Pl 0.001 0.001

5EIUEMALE . P <0.05;5 DC 4l H#.*P <0.05; 5 CIK
HILE .2 P <0.05

C D

B2 FAMEEERER ZMERE x100
AESUEAL;B.DC 40 ;C CIK #1;D . DC-CIK £

2.4 FHAHMATEAMBEMNKZELRE WEK3,
Kl 3 frn, B S 4l \DC 2H PI3K . Akt .mTOR AH XT3
R, Z R REITFE X (P >0.05) ; 58 FFE
ZH . DC 4 H#, CIK 4 . DC-CIK #H 40 ifs PI3K | Akt
mTOR AXf F ik BN, ERAG I E (P <
0.05) ; 5 CIK 41 b %¢, DC-CIK #1401 j3 PI3K | Akt
mTOR AXf Xk BN, ZERAGITFE (P <
0.05)

#3 HAMMATEABEMRIEELR (v 2s)

4151 PI3K Akt mTOR
=it 1.02+0.12 0.97 +0.13 1.05+0.13
DC 0.99 +0.11 0.98 +0.12 1.03 +0.11
CIK 0.67+0.08** 0.62+0.07** 0.71 £0.08 **
DC-CIK 0.46 £0.06*#2 0.41 £0.05**2 0.52 £0.06 **~
F1H 13.200 12.710 11.710

P1H 0. 001 0.001 0.001

HESUEMALE . * P <0.05;5 DC 4. "P <0.05; 5 CIK
. 2P <0.05

PI3K

Akt

mTOR
B-actin

3 Western blot ;54 il PI3K Akt, mTOR %%
A EHUEAL;B.DC 4 ;C.CIK 41;D.DC-CIK 41

2.5 EAAMEEHEXEAEMRIEERE W
T4 K4 PR, B SEH DC A M E-cadherin |
MMP-9 AHXf 3R 15 & i, 2 5 La 22 E L (P >
0.05) ; 5E#UEA . DC 4 g, CIK 41, DC-CIK 41
il E-cadherin AHXT 335 48 5, MMP-9 A X% 21k
AR, ZRAGIHFE (P <0.05) ;5 CIK 41
#, DC-CIK 4H 2 Jfl E-cadherin #H XF 38 i5 & 8 /&,
MMP-9 MR R IR B, ZRAFRITFE L (P <
0.05)

x4 BRAAREEEXEAEMREELE (v +s)

ZH 5 E-cadherin MMP-9
B 0.99 +0.12 1.02 0. 14
DC 1.01 +0.13 1.01+0.12
CIK 1.38 +0.19 *# 0.73 £0.08 *#
DC-CIK 1.65 £0.23 **4 0.51 +0.06 **
F 1 9.142 10.590

P1E 0.001 0.001

H5EBEMALE . P<0.05;5 DC 4 HE.*P <0.05; 5 CIK
HHE . 2P <0.05
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A B C D

E-cadherin
MMP-9

B-actin

B4 Western blot ;%% E-cadherin, MMP-9 &%
A:Eiﬁﬁ?ﬂ;B;DC 2 ;C:CIK 4 ;D:DC-CIK 4

3 itig

AWFFET WoR B S & YT RARAE R
B S5, Wit 2 1 20 i £ 1T e B S O I S PR
IR O AR R g R A B TE HER A O, AR
XPAAE R HE ARG B T, HPV JER e R
R a1 PEAT A8 ke 0 R R BRI R
{5 AT Er S0 A AL i ASTEAES K R e R A
521 R, DC-CIK 4 i 75 738 | s 25 22 vk b
VAT 1L R v ELAT 5 R FRAR B I PRI AL, DC-CIK 41
JiL R S g A TL-12 25 20 i P 7 TR R0 4G T i,
PEIXHE DR e N AR B Tk FAEH, & kI
THuEIER

ML IRAFFE ) W Ak R ) R R
GV A S A RE ) AT RE ) B BT R
F2EH I, X e S A0 G A T Ay
ARAEAY2AT R AT IR, R840 il 968 40 AN 1B &
JEYHL, 3t R I AR 00 1 G AR A
7R, #57 DC-CIK 15 374K 5 J5 X8y 309 40 i iF
(i R = SRR R DTS- N 1 S 3 S E
Bt 20 Jf 3% 5 B () A 4fE A% (1] DC-CIK 4t s 1 i
(1R)°Er S008I FER B T B R, TR TRz T, 40
RLAEE RIS, FLR R O, 8257 DC-CIK L1571k R
T, DC-CIK i H DC 40 il S 415 &% CIK 41
JHL 2 IR AN ) 4 P BRL T B % A 310400 i e 598 4
JLHEFE AR T A 20 A TS R R

WF5E " F W], PI3K/Akt/mTOR 3 % 75 4 il 4=
Vet A b et K R ZEAEM ., PBK,
Akt .mTOR 4 PI3K/Akt/mTOR i fEAHCE 1, K
ECER AR 5 BRIl PI3K/Akt/mTOR i
PRAHCHE (1 PI3K Akt . mTOR 3k , RERSHM il 98 40 iy
HETE AR EEE AN PR T, X R AR T N R T
JaE A EEE X, AVFRER, 857 DC-CIK
BASEE N =D OB i i R = B )
PI3K Akt .mTOR 23k K1 T 9, i B {# H DC-CIK
2 T 7 AT BB i 4% PI3K/ Akt/mTOR @ B% 235,

A ) 00 P S0 2 LR 5O T VR E AR
DC-CIK 1506 B 3595 40 A 444 7 21 400 i 7 FH AL
AT B84 PI3K/Aky/mTOR 38 & 55 12535

KEFge ! R UL RIARRT & RY S
MR RAE A HVI R, AR Bos, m
B S0 AN 2 28 | TR A Rl ) X e SR AN e ) &
YA IEIEA, AR £ W, E-cadherin |
MMP-9 FRiLARb 5 4 i 7 28 E A% fE ) %6 DI AE G,
AWFFE BoR, #57 DC-CIK F:15 371K £ )5 W ey 3
LA TP, SR AR AR 28 R BT R, B E-
cadherin ZIA KM - JH  MMP-9 &3k K iiE T~ 94, 15 0H
fifi 1 DC-CIK 4t f T i 5 6% 410 1] 7 350 9 20 M 4= 2% |
R RE 1, Ho o F L AT 82 R R il DC-CIK 41
JHL 15T RE #% I8 455 20 B 1= 28 AH G BE 1 E-cadherin |
MMP-9 ik,

25 TR, 857 DC-CIK Hhd 3516 R | JE w0 e 85
R AN MUEAT T 100, BE A% 100 ) EY 20006 A B A R 28
RS HE B SR AN A T, A 2175 T S0 AN
JpR AR 4/ , FEAIL AT BE R A A DC-CIK 4H i 1
FEnfiEs PI3K/ Akt/mTOR 38 #% 75 11 M 4= 28 4H 56
FE A, I HEN, DC-CIK A= %) 40 il 28 7 1l
FIE X B 20098 4 e 1 AR EL AT — 2 AR, Sk e
S RIG RIGYT I 78 3R AT A 5 1)

(11 2= Jy,3BkER, TA5H, %, KAEEAIS RNA PVTI X 5 i
AR TE TR SRR [ )] BB R 224, 2021,
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[2] ShengJ, Xiang Y, Shang L, et al. Molecular alterations and clin-
ical relevance in cervical carcinoma and precursors ( Review) [ J].
Oncol Rep, 2020,44(6) ;2397 —405.

(3] k%AW, D W W5 RIS e U R R T
Ja B TP T IR RO S miR-155 , miR-24 7KF- 7%
f6[T]. INZREEZY ,2020,60(29) ;43 - 5.

[4] Guo WL, LiN, MaJ L, et al. Inhibiting microRNA-301b sup-
presses cell growth and targets RNF38 in cervical carcinomal J].
Kaohsiung J Med Sci, 2020,36(11) :878 —84.

[51 WrWlfh AR7e5. DC-CIK £ yy ik i T HOR IR ARG 1
FPROBN B IL-16 \TNF KSERYS2 M (], 52 Al e A4k
2020,35(3) :490 -3.

[6] HkF&FF, £kl ST, 5. HPV-16E7 131 DC-CIK X &

FUE MM ARG IE [ T]. E PRAG I BE 2 24 75, 2020, 41
(8):956 9.

[7] Han H F, Chen Q, Zhao W W. Long non-coding RNA RP11-
284F21.9 functions as a ceRNA regulating PPWD1 by competi-
tively binding to miR-769-3p in cervical carcinomal[ J]. Biosci

Rep, 2020,40(9) ; BSR20200784.



M BERKFFE/ Acta Universitatis Medicinalis Anhui 2022 Oct;57(10) - 1573 -

(8] JrfEE # .0k #,%. WHAEXAE I SiHa 41 PR 2021 ,37(15) ;1855 -9.
K5 SR R TR )], R E 2 B AR, 2021,37 (1) [13] EHH,FHEH, XN, F LRFEiE PBK/AkY/mTOR 7
83 -9. S B N S HeLa 4UAT- R A KEL )], P EGRLA:
(9] B R KRR, 5. BIAE e BkA DC-CIK 4iEiAYT HEZ%,2019,35(7) ;1189 - 94,
Ji 2 T P98 (A W AR 280 B A8 A L e e T e 9 2B 4K [T ). 1 (147 FHE bk 15, U1k LncRNA SLCO4 A1-ASI 3% 5] miR-
REEZY ,2021,61(13) ;53 -5. 876-3p il By S AN MG AN SR AR ZR[T]. o E AR A
[10] fATREAS, BRestE, F #, 4. miRNA-200b il i # i] RhoA 411 7,2021,41(11) ;2363 -8.
U MG A T (] R E S Ak 2021, (15] ZERR, KT, 8 W, 4. I 5L S0 B 20000 40 At 1 2 AT
37(13) ;1576 - 81. R E ST 1], A A 235 ,2021,30(11) .
[11] 3RAZF X%, & F%. miR-324-5p i@ #L[6) TRIP13 %L A 1140 -5.
P E SR AN R IR TI[T]. P EBERIGE, [16] 3k M, 1A%,k A, % ZHEB AL MMP2  AD-
2022,42(3) :676 - 81. AM17 J E-cadherin #9335 S IG R B X[ J]. #E #F & 2020,
[12] ZF 3K, RM55, E#ME. IncRNA-CCATI 5@ i J#% PIBK/Aky/ 18(4) 414 7.

mTOR {5 53 f X1 B 95 HeLa ZHM [ WERSEM [ J]. P s

Experimental study of DC-CIK-induced cervical cancer cell dormancy
Zhao Qing, Liu Yan, Deng Yuanrun
( Dept of Obstetrics and Gynecology, The Third Affiliated Hospital of
Southern Medical University, Guangzhou 510000)

Abstract Objective To analyze the induction effect of dendritic cells (DC) -killer cells (CIK) on cervical canc-
er cell dormancy. Methods Cervical cancer SiHa cells were selected, the venous blood of cervical cancer patients
with cervical cancer was collected and peripheral blood mononuclear cell layer was obtained from density gradient
centrifugation , DC cells and CIK cells were induced respectively, the effects of DC-CIK cells on cervical cancer Si-
Ha cells survival rate and proliferation, apoptosis, invasion, migration and other biological behavior were observed
after group culture, and Western blot method was used for apoptosis and invasive protein expression. Results
Compared with cervical cancer group and DC group, CIK group and DC-CIK group had lower proliferation rate and
higher apoptosis rate. Compared with CIK group, the proliferation rate of DC-CIK group was lower and the apopto-
sis rate was higher (P <0.05). Compared with cervical cancer group and DC group, the survival rate of CIK group
and DC-CIK group was lower, and the survival rate of DC-CIK group was lower than CIK group (P <0.05). Com-
pared with cervical cancer group and DC group, the number of invading and migrating cells in CIK group and DC-
CIK group was lower. Compared with CIK group, the number of invading and migrating cells in DC-CIK group was
lower (P <0.05). Compared with cervical cancer group and DC group, the relative expression levels of phosphati-
dylinositol 3-kinase ( PI3K) , protein kinase B (AKT) , mammalian target of sirolimus ( mTOR) , matrix metallo-
proteinase-9 (MMP-9) in CIK group and DC-CIK group were lower, and the relative expression levels of epithelial
calcium adhesin ( E-cadherin) were higher. Compared with CIK group, the relative expression levels of PI3K,
Akt, mTOR and MMP-9 were lower in DC-CIK group, and the relative expression levels of E-cadherin were higher
(P <0.05). Conclusion The establishment of DC-CIK co-culture system and the intervention of cervical cancer
cells can inhibit cervical cancer cell proliferation, invasion and migration, and promote cervical cancer cell apopto-
sis, thus inducing cervical cancer cell dormancy. The mechanism may be related to the use of DC-CIK cell culture
to regulate PI3K/Akt/mTOR pathway protein and invasion-related protein expression.

Key words cervical carcinoma; dendritic cell; killer cell; cell dormancy; cell viability



