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Sk HE 5 SR DRI ML AE /)N 4 i 96 400 iy
XF MBUBH TS 24 v B /5 FH B AL )

IR EAG FRE ZRR HAR AE

[(FWE] BE I CER S HE T (FOX) M1 ZE/NA i ( SCLC) 20 J X BT 24 v i1
YERI B, Frik SRR AR B vk d 5T X AR TR 24 119 A SCLC H446 411 il & ( H446/DDP) , >R H
PG E 1 BB THEE N (qRT-PCR) AR H 51 e 3 BN % ( Western blot) Kl H: FOXM1 2K mRNA
KAEAFRIBATE . FE FOXMI SR LA i 3 A B iA 7% 4 Ha46 20, 46 I 7% Ju A W] 4044 Ha46 21
Mg FOXM1 B mRNA FIEE [ 33K 7K B i Y AN [R5 HA46,/DDP ¥ 21 I A7 16 S 34 9047 L, X
PR FOXM1 /N4 RNA (siRNA) , 2% Interferin A1 FOXM1 siRNA ( H446-siFOXM1 #H  H446/
DDP-siFOXM1 41 ) 5 B PE %} 8 RNA ( H446-NC 20 \H446/DDP-NC £ ) 5 YL 40 it | L0 48 45 20 240 it () 7%
5 R K FOXM1 F#3EH CDC25B  survivin 1 eyclin BI mRNA Fik/K¥, 458 H446/DDP 4
FOXM1 P mRNA B 235K 25 T HA46 4 (P <0.01) . FOXMI 3 F 3545 M4 4 H446
4l FOXM1 2 A mRNA FE 35K F 3 @ T 428 F 344 H446 41l (P <0.01) , FOXM1 i
FIR BN YL HA46/DDP 4 i A7 15 2R AR F 7% Y 25 1 3] 4K H446/DDP 4l (P < 0. 01), H446-
siFOXM1 ZHFOXM1 FE K mRNA R 235K F-HK T H446-NC 4, 4 fAEN % 5 T H446-NC 41
(P <0.01) ;H446/DDP-siFOXM1 £H FOXM1 FE[H mRNA FlIE [ 3 15K FH4 MK F H446/DDP-NC 4,
AHIAE T 2 5 T H446/DDP-NC 40 (P <0.01), H446/DDP-NC #1 CDC25B , survivin I cyclin Bl
mRNA 257K 215 T H446-NC 2 (P <0.01) ; H446/DDP-siFOXM1 20 CDC25B . survivin I cyclin
Bl mRNA Fik/K 15 T H446-siFOXM1 2H (P <0.01) . £5i&  FOXMI [ 1 5% F 5T fE il
JL R CDC25B  survivin I eyclin Bl BYRAfE#E SCLC 4 XF EA T 25
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[ Abstract] Objective To explore the role and mechanism of Forkhead box( FOX)M1 in cisplatin
chemotherapy resistance of small cell lung cancer( SCLC) cell . Methods The cisplatin-resistant human
SCLC H446 cell line( H446/DDP) was established by the concentration gradient method ,and its FOXM1
gene mRNA and protein expression levels were detected by fluorescence quantitative polymerase chain
reaction( qRT-PCR) and Western blotting. The eukaryotic overexpression vector of the FOXM1 gene was
constructed and transfected into H446 cells. FOXM1 gene mRNA and protein expression levels in H446
cells transfected with different vectors and survival rate of cells transfected with different vectors in H446/
DDP were detected and compared. Small interfering RNA (siRNA) targeting FOXM1 was designed, and
cells were transfected with Interferin and FOXM1 siRNA ( H446-siFOXM1 group, H446/DDP-siFOXM1
group) or negative control RNA ( H446-NC group, H446/DDP-NC group ). Survival rate and FOXM1
downstream genes CDC25B, survivin and cyclin Bl mRNA expression levels were compared in each
group. Results FOXM1 gene mRNA and protein expression levels in H446/DDP cells were higher than
those in the H446 cells (P <0.01). FOXM1 gene mRNA and protein expression levels in H446 cells
transfected with FOXM1 overexpression vector were higher than those in H446 cells transfected with blank
vector( P <0.01). Ssurvival rate of H446/DDP cells transfected with FOXM1 overexpression vector was
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lower than that of H446/DDP cells transfected with blank vector(P <0.01). FOXMI gene mRNA and protein
expression levels in H446-siFOXM1 group were lower than those in H446-NC group, and survival rate was
higher than that in H446-NC group( P <0.01). CDC25B,survivin and cyclin Bl mRNA expression levels in
H446/DDP-NC group were higher than those in H446-NC group( P <0.01). CDC25B, survivin and cyclin
Bl mRNA expression levels in H446/DDP-siFOXM1 group were higher than those in H446-siFOXM1
group( P <0.01). Conclusion The abnormal expression of FOXM1 gene may promote the resistance of

SCLC cells to cisplatin by regulating the expression of CDC25B,survivin and cyclin B1.

[ Key words| Forkhead box M1; Small cell lung cancer;

I e 4 R R 2R e e P P 2 — R
N R 0 A e S8 1 55— 5 580, T 7 2 Pk AT
H 28 5 1 RV — Sy [ 51 Al K R
SRR ([ R I & R AT T o —A
FRAAIL T AN, 4542 T4 B K Rt e UL 1
2 NG G (SCLC) BAY & T A B9 19 15%
BfeFEm A", REZBWMIAIT,SCLC BE K 5 4F
AT 5% X RAFICH 2 ~4 A H
TR Z R AR LR AR DR 512 B R A3 iR
HOAILER  REFARBITNLS, BTk
MRYT ST IEAE SCLC LS T 8 Kk e ALy 7 47
J& SCLC —Ze M 3R 7 AR 7 7, SCLC X1k
I7 A U E BV S, ZHUR F NIRRT IS AT AR
AR S I 2% AR T 2 5 A i, — B R T 2,
BEBURW ., Wi, BB SCLC 1byr i 25 HLH, 35
SCLC ey ffst J& B Al ik A5 g e i) F 2L ) B, sk
HEFG S B F M1 (FOXM1 ) J2& Fox % 51 BFl F % 1Y T 2L
B TR AR IR A R SRR 24 1) 7 A s R rh
BAEZEM, 58 58, FOXML 78 DNA #5475 1&
52 (DDR) i B R #5 CEEE R . FOXM1 25 DNA fi
I e E R E4H DNA %34 2% DDR i3 1%,
NI 50 1 o g 440 i X fh 97 25 i 25 BR A A
52 4RiE FOXM1 78 SCLC A i 7 %3k, F-7F SCLC
Xof e A B R i 24 A o AR R R S sEAE T FRAT)
HED FOXMI LA 7] fE /& SCLC fky7 it 25 1 A v iy o6
R BRI, TR A5 0 1F X — R % .

MEEE

L AP A SCLC 0 I kR Had6 (Hh [ R B i
BT ) s MEMR VR P (MTT) 3050 ( B3 = KR
WA B 5T T ) 5 3t F5 SR 50 & (S 1 Invitrogen 2
A ;5198 B (2 E Invitrogen 23 7)) 5 i 4 S B DLTE
WZE (RIPA ) 20 M 24 i v ( 1 38 = R AP H R B 5%
JIt) s BCA & M e wialfl & ( B3 = RAYE AR
FET) s FOXM1 —Hi( 3 Abcam /A H]) ; GAPDH —4i
(R =JEAH])

2. 07k

(1) 4085 35 . A SCLC 40 Ml bk Had6 1537 44

Cisplatin;

Chemoresistance

37 °C 5% CO, . 10% fi5 4+ L% S RPMI1640 35 5% 3,
K HUBE ( DDP) ¥ i A6f B2 12k 4 37 %oF MU 245 1) Ha46
4 s ¥k ( H446/DDP)
(2) Fe st FOXMI 2k PRl B A% 2o 3R K 280 4 R 44 i
Y xR H446,/DDP 41, LA 1 ml Trizol 47
TRE), 24 A0 B, $2BUE RNA, 355 52 A B ¢cDNA, 7£
Genbank 15 E] FOXMI1 Z£K ) mRNA F31, R H Primer
Premier5. 0 FAF7EH B S2HE N 1519 . BT S19)7
G (AR A B AR AT BR A E A ) : FOXMI-F .
5’ -AAAGAATTCATGAAAACTAGCCCCCGTC-3” ; FOXMI-R
5’ -AAAGGATCCCTACTGTAGCTCAGGAATAAACT-3" .
RAEHEEE N (PCR) P21 2 1. 5% B IR HEEE I fL K
ezt H LK %17, 3F 5 pMD19-T Vector (14 H
Takara 24 A ) #4z  FALEZ B KIGFFE, I35 )5 $R L
J5ikE, EcoRI, BamHI X fiff U] 1F # 19 52 hr 2% U 5 LA 3%
UE H AL st . K D0 I8 A9 SRR pCDH 3R
K ORI ER AR ZS EcoRL 1 BamHI BG40 33 43 BIFE i
LM BARTN B 0 R B, 3 AE WEEE I L UK S 43 0 U0 i
Ml glifh s SR 5 EAT 382 OV, I e Az S K T
B AREUTORL, B IEAT EcoRT A BamHI X 1) %5
FE S IR A R 2R AT 0 LA A B A 3 R 1) 52 2
PEFIMERAME . 25 IR RIR A DNA F B, FOXM1 2
PRl ik R A AN 25 [ 844 BURL R ] Lipofectamin 2000
( ThermoFisher ) % YL 41 ffl . 20 A0 % YL i 24 h 4% R4
L2 5 x 10° M ) 2 R RN 22 6 LA FH & 10%
G20 MLV A RPMI1640 3% 37 B 45 5224 h | fF 4 i K
290% ~95% 4G, 53 4.0 pg BURL DNA 1 10 pl
Lipofectamin 2000 5 250 pl AL IE B opti-MEM 13
FWIRZTRIRAT, E IR E 20 min JFREMEISAH 2 ml T
PrAa R RPMI1640 3532 3L 09 6 FLAk 40 IR 51 5 &
T CO MG FRA T TR 4 ~6 h, ARG AETH 10% )5
A I3 B RPMI1640 35538 5 4k 235 5% 24 ~ 72 h J5 it
(iRl
(3) RNA THUFIZ A 4% 4% . i t& iU [n) FOXM1
F)/NFHE RNA (siRNA, B B IREA: TA R4 ) FTEH
S IR RNA, 5053 511 FOXM1 siRNA (5 -GCCGGAA-
CAUGACCAUCAATT-3" ; 4 B 24 100 nM ) 1 BH M X%
I RNA (5’ -UUCUCCGAACGUGUCACGUTT-3 " ; & ¥k
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J°M 100 nM) ;siRNA R Interferin 5% YL 40 i | 5 Yeasd
FEFE AR UL F AT, F b AR . 78 12 LS SR ML 42 Fh
i 8 H446 200 F1 H446/DDP 40, £53% 12 h J5IL &
Rik30% ~50% ;1EANTE 1.5 ml JCHE Ep & b5 m
A 100 pl TG I i 85 57 2, FE53 H A Sl Interferin 1
FOXMI siRNA ( H446-siFOXM1 41  H446/DDP-siFOXM1
20 ) i BAVEXT I RNA ( H446-NC #H \H446/DDP-NC 4 )
HARTAIRS), IS 15 ~20 min; # RNA-§ A
S E 4L, BT 5% CO, 37 CHFE Ak
I 6 ~8 h; SR AR MR eSS SR AL AR 97 48 ~ 72 h;
WA AN,

(4) MTT b 0325 00 2 41 B A7 T35 58« 43 0 O30 0t £
AR AR KOS R AP H446 1 H446/DDP 41 i,
JH 24 5 5 0 ) S 200 PR VA, R A B R BE R 5
10°4/ml, HEFLIEM 5 x 10° 40 i1/100 wl, 46 4H %
5 D FATAL BALIA 100 wl DDP(FHIC IfLIE 55 % 5L
fiff ) LU E R 0.2 4 8 .16 uM; 25 Ab B 48 h )7,
1] AL ACHT BETC 0 (9 MTT %% (5 mg/ml) 20 wl, 4k %%
FiFE 4 b /N AL SR LV, REAL A
MEAR 150 wl, #%3% 10 min, 45 i) 70 70 Vs At I 7E B K A
PERGINAL F- FH 490 nm K AG IG5 FE (Y

(5) 9% 6 5E i PCR (qRT-PCR) 5 ill FOXM1 }%
FOXM1 TiiEEA CDC25B survivin £ cyclin B mRNA
() 263K 7K - 2 5 200 it FH Wl 2 2% o £ 95 R ( PBS) V8 Uk
JEHIIA T ml Trizol 5, 2 2] J5 24 ff P HUEL RNA AR
P38 7 SRR & U0 I A5 6 RNA 38 5% 5% B 4+ DNA
(¢DNA), # 17 qRT-PCR # i, A GAPDH L ¥ 5°-
ACAACTTTGGTATCGTGGA-3" , F i 3° -GCCATCACGC-
CACAGTTTC-5" ; A FOXMI1 Lk Ji# 5 -AAGAACTC-
CATCCGCCACA-3’ | F i 3’ -GCTTAAACACCTGGTC-
CAA-5"; A CDC25B i 5°-TCAAATATCAGTTAC-
CCAC-3’, F % 3’ -TCCATCCGCAACAAGACA-5" 5 A
survivin 3 57 -AACCAGACCCTCATGGCTG-3 ", Fijif
3’ -TTCCCAGACTCCACTCCAA-5 ; A cyclin Bl I ijf
5’ -GTTGGTTTCTGCTGGGTG-3 *, F i 3 *-ATGTT-
GATCTTCGCCTT-5" . FrA 51434 i 2% [F invitrogin 23
FlA AL, PCR RN RMEEY [CAF LightCycler®
480 11, Z%1:95 °C 30 s x 1 MEH,95°C 55,60 °C 30 s
x40 MIEFR SN SR G HIA qRT-PCR A9 4 th 2%
g frih 2, IF 21T 83 531

(6) T A i 2 NV (Western blot ) #illl FOXMI
MR RIBAKE 40 0 VRS, DA RIPA 48
SR, B B T, R BCA AR 1k B2 T 3X )
SRS ARANEARKE, LL 12% SDS-PAGE
EERCHEtE R 60 V I8 1 T & W] — S5 B e I, For by

FOr LAY B 90 VYR I 40 TS A
HLUK 2 RIS, TF 4R G S 7 S 1 4% 14 A B 220 mA |
2 h FHEEE RS 5% IR Wk 3 2 h, A —$T 4 C
R AR H — B ORI RS, 8/ HRP fic —
PUBEE 1 h, SRR BRI, 217 - R 38,

3. Gt A L, B SPSS 22. 0 Ak EAT S
Mo TFERRI & 25 TR, 2410 HLECR N E
ZHT, UL LR ¢ K256, LA P <0.05 IR
eI -0

& R

1. H446 F1 H446,/DDP 4if }fy 77 7% % & FOXM1 #&
mRNA | [ R IA/KCF LS DDP Wk B iy |, Ha46 i
H446,/DDP JEMIAAEZE8AK, 4 DDP ¥KEZE K 4 8 .16 uM
i, H446,/DDP i il £7 15 % 5 T H446 4HHfL (P <0. 05
8, P <0.01);24 DDP ¥ ¥ A% 8 uM i, H446/DDP
MIAE IS AT T 50% [ (53.82 £3.39)% |, 1 H446
ANPIAETEHAL g (25.17 £5.04) % , WLIE 1, H446/DDP
A FOXMI1 3£ mRNA 2 1 ik K-35 5 T H446
A (2.34 £0.11 £ 1.10 £0.03,P <0.01;1.49 +0.06
. 1.02+0.09,P<0.01),

-~-H4464H i
——H446/DDP4H g

100

80

1715 %(%)

DDPIK E(uM)

7 5 H446 40 AL, *P <0.05,P <0.01
Bl 1 AEYE DDP AMFEYG H446 F1 H446,/DDP 4 AE TG % H

2. B YLURTR 3R HA46 4 FOXM1 A mRNA
R R IR IKOF LA S e AN TR) 24k H446/DDP 4
A7 6 L. FOXMI 3 6 38 2R AR #% Y+ Ha46 41 i
FOXM1 %X mRNA FIEE AR B K ¥ TR A
R H446 ZHff(5.84 £1.06 [ 1.00 £0.10,P <0.01;
2.98 £0.46 [ 1.00 £0.11,P <0.01) , FOXMI1 i ik
AR YL HA46/DDP 20 A7 1% R AR T 4% Ju 25 1 4k
H446,DDP 4HJifi[ (48.58 +6.47)% I.(75.95 +4.62)% ,
P<0.01],

3. ANAJZH BI40 38 FOXM1 25 mRNA F14E H £ ik
K AEIEHR L FOXMI R iiFHRE [ CDC25B  survivin Fll
cyclin Bl mRNA FA7/KF- LA : HA46-siFOXM1 2 FOXMI
L mRNA FE H &K IA KT H446-NC 41, 41 A7
T T H446-NC4H (P <0.01) ; H446/DDP-siFOXM14H
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1 ARFEAHIAIHE FOXML FF mRNA FIEE H KA KF AR FOXML FiERFE CDC25B
survivin Al cyclin Bl mRNA KK LH (v +5,n=3)

FOXMI1 %[

20571 RNA Eh A AE T CDC25B mRNA survivin mRNA  cyclin BI mRNA
H446-NC £ 1.00 £0.04 1.00 £0.21 0.71 £0.03 1.00 £0.07 1.01 +£0.05 1.00 +0.03
H446-siFOXM1 £ 0.44 +0.06* 0.54 +0.07° 0.81 £0.03* 0.47 +0.10 0.60 +0.09 0.56 +0.09
H446/DDP-NC 4 2.17 £0.19 1.60 £0.23 0.56 +0.04 2.05 0. 128 1.83 +0.07* 2.20 £0.15°
H446/DDP-siFOXM1 41 0.69 £0.11" 0.55 +0.06" 0.81+0.03" 0.86 +0.17° 1.00 0. 12¢ 1.29 0. 12¢

T . 5 H446-NC 41 b5, *P <0.01 ;55 H446/DDP-NC 41 [t5,"P <0.01 ; 5 H446-siFOXMI 4 148, P <0.01

FOXM1 & mRNA F1#E H &5 KK T H446/DDP-
NC 41 , 40 M 715 28 5 T H446/DDP-NC 4 (P <0.01)
H446/DDP-NC 2 CDC25B ,survivin fl cyclin BI mRNA
FIRAKEH 7 T H446-NC 2 (P <0.01) ; H446/DDP-
siFOXM1 20 CDC25B .survivin cyclin Bl mRNA =ik
KX T HA46-siFOXM1 2H(P <0.01), WK1,

Wi

15 I, 4 B SE FR MR 25 A P23 il i (bR, SCLC
A5 A R BRI R Z 000 S R E B A 2% (AJCC)
) TNM R 48 836 & T 1 il & F RIGYT 9 SCLC
B BT ARPER R 43 1A 75 1 A TC N B A
IR EEEERE A TNM 203 T 300 Js BRI & A ml fig
B2 FARIGIT . M FARVLZH)  Z B 2 & i
FHHZWIN SCLC 19 65% , HaRyr i ik FAEw A IR,
HRAE 5 [ ] 37 2545 T 0E I 2% ( NCCN) i PR 55 e 45 i
/NG9 (2022 V2) Ko v ]I PR ek g 27 2 /0N 4 i fl
F2YT IR 2022, MR 2590 0 SE Rl 0 S 2407 B
BPERIT T R R EN—ZEIT R,
TR O, HAR R — IS BoR , AR AKFEIA
FF SRR B 3 2 2 i A I A Al T B ST R A
i T BRE ) R AE I (0S) AT K (18.2 4~ A
12.540H,P=0.0079) ") &F X4 dE 2 T ke 40
ML (CTLA ) 4 802 A8 T Z AK-Fl 1A 1 (PD-L1)
SPEIRYT MEL 0] Delta FEZ ML Notch BofA& 3 (DLL3) .
M4 P R A LT ( VEGF ) 45 /N33l it 40 41 340 . B
T skt R EESET & K-1 (PD-1)/PD-L1
BT REBT AR I AT 50 A e Mg S e TP RE T
B IE, Paz-Arves 57 19— TG REAL X BE | JF AL H0
3 AR IRF 5T 45 R 8.7, Durvalumab + A/ K40 + 4K
FEIATF & T 2] SCLC &) 0S, Rk G
PEVRIT BB B SCLC IR — & &, H DL &2k 24
YR FE A i U2 I B AT O 2241502 SCLC JRYT I H 2
F-Br, HAp @A EAR

MR SCLC f5e)™ 32 fff FH AR 470 o g 240 B 1 Ak 7 24
Y. SIEARALYY Jr 0] B K BAE 1Y 0S, KR
43 SCLC fEE LW UG TR YT AT AR AR5 93 22 ik il 4 31, (R

ZHURETE 4 ~6 R I U R | Bk i
YRR AIT 25 B 24, T R RCR AR 2
I, WY SCLC ARy it 245 AL, S8 2R b & #5 CSE
FHMHE S P REAS B T K abi i SCLC fby7 it 25 (1)3A
TR WA B T AL A YT 7 %8, T4 o7
SO R WA B, BRAEREIE 45 5 o, £
fifi SCLC b7t 25 () = ZEHLH 45 DNA il =R 5
# (DDR) (Aif [ W 5% 45", FOXMI J£7E DDR i
T v R S S FH 1 % S PR 7, L]l 3 7 S T 4K DNA
B4, PolE2 & | A C4 (RFC4) , J:/E DNA %
LR I A AEVE RN 725 DNA B YIBRIE = | [FJR &
41 DNA #2525 DDR 72, FOXMI i i B %
P G1/S F G2/M HE Ji& it I 75 19 e Sk {5 5 I 2%, 7
2 A 184 B R GBS X A ] A [
MR 2520 R E FOXM1 6 P 25 5k b 2 ke 36
L9 A/ INAR B 98 ( NSCLC ) Xof B 1% i 24 12t
BRILZ A1, FOXMI I8 2 5 3 M B 9 1) 145 T L azg b
MRS ZAEENY IS ZFOGE M R TS
B AR S22 SCLC ZH 41 P Rl RE B FOXMI 63k
KRR Tt v, 95 R R RS A DG, 4 A A
WIFLI P 251 . Liang %7 & B, 51K FOXM1 ik
HAH L, m FOXM1 ik 41 SCLC 5 i 3 I oK 4 391
W5 S OS BEAIR I 2 AH G (7. 90 S A L 12. 46 4>
H) o WAk, 5 FOXM1 kA rEbRfEfby7 5 1Y JC ik
AT (3.90 M H H8.69 N H ), Liu & 1y #f
FEUESE ,FOXM1 2 3R 38 AT R AIK NSCLC o i 41 f 50 /%
P T FOXM1 &35 o0 m] {8 XA i 25 9 NSCLC 4
JHL X GTAEET 355 5 1% 240 e 9 T R, 36 B 2 2R 38 FOXMIL
5 NSCLC Hrlitsing 2504 ¢

Tian 25 ARFFE 45 S 7, Yool A i i nl 3 s 1)
il FOXM1 38 i i 2o B 3% 1k & #5%F SCLC A4 b9 1E
H, FE SCLCH446 Zijifl FOXM1 F£iA/KF-, H446 ZHiE
A IEXT Genistein M2y, 2] FOXM1 7] 4-F SCLC Xf
ITF 25 it 245 i 72, B2 78 FOXMI A AI REFE SCLC
I 24 v R EE A AS RIS 38 A X TR 24 7
SCLC 4liffi = H446/DDP FHIF 5T A& B, 5 5 40 SRk 11
H446 ZfIAH L, H446/DDP ZH il b FOXM1 4 mRNA
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FIVER 1Y 2R K - X7 b 35 185 hn 5 i 41 ) HA46/DDP 4t
Flr FOXMI 3k W) AT S5k 2 4100 ofil X M40 1 Tf 24 e
9 FOXM1 3R 3K 7K1 W0 A i Ak 7 sk ) SCLC 4t g
PR 2, 28] FOXMI & SCLC JAATH 24 1o 72 b Y ¢
IR

HEL b FOXMI 2 48 240 B 39 5 A 7 i) o 22 5
SR AN G1 1) S 3 2E £b 0 4 5 e 2 R FR
SEE T T C B AE B, FOXMI 3 3o 80 3% G i )
CDC25A .CDC25B cyclinBl cyclinD1 PLK1 K3 p21 |
p27 S5 A R TR 45 20 LR DD R 1R T R IR 1
A 126 o Nestal de Moraes 427 KL, survivin 7& FOXM1
() A2 SR A, 70 FL R T 24 40 A & v FOXML Al
survivin fYZRIEP 3,8 FOXMI ZE N @k s &%
B survivin [ F 5T B, B FOXM1 1] GE B 4% A #5
survivin 72‘5%‘@%@%@#%“” , LSRRG R —2,
Kongsema %528 {57 % B0, Wi B 22 T 2% ] W 25 40 1 7L
B A A I AT B B B IR FOXM1 % cyclin B1 (%)
FIRAKT- 3K — RN AFAE B I 25 R AR | P27
#1] FOXM1/cyclin Bl 38 T Ge R FEDUMIEVEH . 2%
AL EBFIESE R, M FOXML ELA 1k 39 5% i st 1k
SPmt 25a T s B R 7, R AR R A AR —
BRI 2Z A EE X FOXMI 45 SCLC AT 25 1 HL
il A< B 92 & IR it 245 48 B A% - CDC25B | survivin
Hl cyclin Bl FRIk/KF- & THa , $m X 2T {5 5 a)
AE5 FOXM1 /5 SCLC AT 254 %, 5 Lkt
16 —3, (HoR B — 20 i W L BAE ] 5 DDR 5
WK, X L] B 7R 4 I IR it — 2B,

25 LTk , FOXM1 & K 7E SCLC AR 24 41 it
FIk B LA, FL ek OF ) R R U ) S R A
YN B Tt 25 , 2B FOXMI J& SCLC AR 2 i 72 Ay
SEHERRAT AT R T & BT SCLC 1697 7 S 3 A7 40
A5 Im)

& % X Wt
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