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i E:hAEERRKEMFES @R NIH3TS M AR AR APRERRBBEH
Mouse Genome 4 302. 0 # {5 5 E B AH R EE R X F B R HN, PI3K,STATS, 58 HE, Rho F & & H BB
VEGF %5 &5 5@ 105 M RAFEZABWMARRAH P EEABLNRITL. ANMBEERREIERBTRNES
BHERRH, LR 5 RESEBRKESE G B.G/SERM.SH.G/MER M MPHR. 4t LR 5 &E
538 B (R NTH3T3 45 M i) 40 g J8 3 5 AR

FRE IR NIH3TS 400 {5 538 B 5 2 R 5 5 40 I B 3

FESHES Q57 XERED:A

— AR S R R Gy .G /S F . S 1, G, B, G /M BB MBI R #fT. 2@ ERA
et s AR, RIBIEREY R F SRR ERTHEMD. N FA KRGS @AY
NIH3T3 (/N B B AT 2 40 B 40 i B 8 BB g 2 A 07 X, A SCR IS LRk R b di i, /DR e B
2H KL B Mouse Genome 430 2. 0 # 40 fe [F1 2465 0 h,5 h,15 h,21 h,22 h #1 23. 5 h(RER ¥R T+
W5 BT #A) NITH3T3 40 i iy 2 B % 5% £ B, i qRT-PCR B UE 8 1 4 0 45 2R i e S 4, L TPA B4R A
KEGG PATHWAY % ™ 5 4 43 B 5 P 3% 3K A8 Ak Bim 1 45 538 B X 4t M SR B R ) RS VE . S5 R 3R 9T,
£ NTH3T3 40 R Bt e, 105 ME S E SR FEE A 891 MM A HERMEREREE TAHABENXWR
B BEBEERE,OFTRHE, LR 5 RESERES RN G .G /SHKBH,.SH.G./M EH#
A M B R NTH3T3 40/ B B k22, SR A R RIE N T

1 #E57EE

1.1 NIH3T3 4ifiEsc 54MR A A B 5 &

BB 1X10° A~ NTH3T3 4t/ mL 88 F& 10% /Nl DMEM SR B, B F 37 C,
5%CO,,pH 7. 2 MAHX AR R 9527019 CO, B, 855F 3 d. 414 KRB0, & 12%6/h4 M
B i) DMEM Bk s R 5, 4k 8085 5% 48 b0, RJE XAl & 10 %/ 4F I 3% B9 DMEM @38 5 s gk 8 3 5% L OF
FHEFH 0 h,5 h,15 h,21 h,22 h f1 23.5 h S HIEH RS RF T —80 CrkFHEH.

5 7 A 8 : 2015-01-10

ESWAB - BER 973 B R LW (2012CB722304) ; W B 4 B AR B & 7 H (111100910600 ; 1] 75 44 2 1l 5 87 # He R
P43 B (142300413212),

EEE N F—FA989—), L, W E Tl A, FIRG IR RS 00 - 95 2k B 5 7 1) - i B Ak A 4

BEEE - AERQSB—), B, MEAMNA HEHEREHEE BLASN T EANFHAEYESHEREEA,
E-mail ; xucs@263. net,



238 E—% 5. PRKES£E5A% S NIH3T3 W A3 B AT HARR 107

1.2 Mouse Genome 430 2. 0 & K1 ill 5% R ¥ #E 5

AT SRR A 7 R B NIH3T3 41 g i &5 RNAM. B E b i , 58 1t SuperScript II RT K%
ARG E B cDNA % — &8, & Affymetrix cDNA BEE& BUAR & KR IEFR B & B cDNA % K. # Ge-
neChip IVT #Rid iR &R S HEDERICH RNA. i BRI cRNA 3:47 7 Befb b 3, 3k 1%
K B 35~200 bp i) cRNA A . # Affymetrix 4 5] (USA) R4t B #2157 %05 138 cRNA #7523 1
F AL B Mouse Genome 430 2. 0 5 432, R )5, A4 B 3% % T3S GeneChip450 X1k i #E4T PE#R A1
Yeta, R 9IS 3 3000 AT MRS HEER, A Affymetrix GCOS 2. 0 5KM4#H LR FAH AR
HACHESE, BIEGSH p— HH T EERE (P<0.05, I F & ik (0. 05<P<0.065) MIA KK (P>
0.065). ¥ — LA B KR KIfE SE/G  FIX FRA 83— LI BR DL L 10 2178 20T & B4 LU {E (ratio ). N
DEBEEMS R 2N EENRE, 8 NS ZELEELN 3 K, EESHTH A ENKFHAE.

1.3 EHRAEREEEEN KK (qRT-PCR) ‘

R EAUE Mouse Genome 430 2. 0 i F Ky W 45 R 49 o] §& 94, & C A qRT-PCR &) CCNA2, CCNB1, CC-
ND1 % 8 M~ E:H7E NIH3T3 445 h i REx k. M E IR AT : A GenBank & FARBEFMA S Bac-
tin YJF 515, A primer 5. 0 AR E N LW T W19, A4 SCUL. 276 &8 NIH3TS 485 RNA 7
B, B AMV R 7 & (Promega, USA) B2 4E Ui B #F 17 [ 7% R 15 8] cDNA 55 — 88, DL R R AT
PCR % 7 , iR , 5| ¥ F1 Sybr Green I e ¥} FE A HIK 1 pL,0.5 uL f1 1 uL, RRiAE, 5% 95 C 2 min, J5#4T
95 'C/15 5,60 C/15 s f1 72 'C/30 s % 40 MEF, B ZEFE M 3 M FATELEK.

1.4 NIH3T3 SR RAXERNER

Wt 3 R A EE SRR RS, 1) 4B “signaling” , “cell cycle” %174 A GO, NCBI(www.
ncbi. nlm. nih. gov) 1 RGD (rgd. mew. edu) %5 M 3% 25 $8 K B /N AN B9 M Bz 2 AL 2) R4 TPA R4 A1
GENMAPP (www. genmapp. org) , KEGG(www. genome, jp/kegg/pathway. htmD) 4 & QIAGEN (www.
qiagen. com/geneglobe/pathways. aspx) &R ¥ i £ B E S B2 ERIL B R ER. 3)E T A B LM%
Mo REEEAREHEENEE. S LR IM IR REBNER, ZEERBISMABEINEREMERN
i,

1.5 AT NHT fREAMEENESERREEAXERNRIA

3 3 R 3 A R 40 R B AR A KB S BT . D “cell cycle”—iA#I A QIAGEN F1 KEGG
Mok, AN AREARHBNEXESER. OB ATHAKREASAERNES ERER L E4EYE K &M
HAE R4t 34 (Ingenuity Pathway Analysis, ffj #% IPA) #J “Canonical Pathway” #E , 15 2 40 i & A 1t 72 A1
XESRE. BT ENS RNESERA I, AT ARARERNES B
1.6 FEESESEISHBAPHEMNHEXESH

FAE R ¥ E, (4 A 25 B A b R 7 P R0 AR B V8 3h3R 595 . B U, 23 B4 05 NTHST3 40 i ) i ik A2
1558 B M 26 2 T Y ratio BN NIH3T3 40 J& 3 648 40 36 2 B 49 ratio HARA B RE(E, OO AR HEE
NES R L CE, (D). MR A E, (0 {853 B8 AR R S0 B, BR 4 BE 3h (5 (5 S5 S 4
F#EE R R, M E,(OELX B2 6, BURETE SR TX . X E, (OE X E<0.5 B, HinE

(B EAT LR, 2475 b 3 30 A A e — BT, W Oy 40 R 00 1 5 B R A AL R B 0 Bl P I B — Bk
BB K A0 B 15 S B R 2 5 0L R B R
i Z XD + X (@) | 7 |] }_‘1, i][(x,.(zwrxk(x)) ol 7 1]
Ep(t) — i=lhk=itl Cﬁ — i=1k=itl n(n_l) ,
2
Forfon RN ¢ B RIRE— TG SRR A BN HRTE R E, (ORR T ¢ i %03 18] U [ 4 2 35 3 9 25
KA S8 5375 % RG22 5, T o 220 A L Bl AT 1R L.
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2 £R

2.1 NIH3T3 it BEAXERARIIEL

W NIH3T3 G RI #4658 0'h,5 h,15 h,21 h,22 h #123. 5 h 2 6 P atjE &, BT G #1,G, /S
BH,.SH,G, #1,G./M F 3R M 68 &8 40 1, B /b BB R %3535 85 i Mouse Genome 430 2. 0 A& il
FE B R A AT 00 4 5 Xt IR 4 B L Cratio {B) B, 4 659 M ratio B T 8K T Xt
3R N RN RBBEN. GOFEST R, LAk 4 659 MEEW K 33 MAEEBHLE D. K,
PI3K,STATS3,Rho % % B s, VEGF % 5 &5 2@ A 105 M EE R E 7 NIH3T3 41 BB G,
$,G /S FHH,SH,G, ,Gz-a(M IR M 3% 5 MR ERIER (W3R 2),891 N 5 4 A
i, ‘

' #£1 NI3DEMERNREIEHNEERS SHBIWERFDHZIH(A)

‘ W L% B S ‘ :
ERE 5 15 21 22 23.5 wit 3t
cell cycle 267/156 327/170 327/161 312/144 308/135 548/336 884
cell proliferation 276/222  249/214  240/218  269/180  249/205 546/513 1059
cell cycle checkpoint 7/13 61/31 61/30 36/13 34/14 138/78 216
carbohydrate metabolic process 100/76 79/82 77/89 89/62 68/80 190/195 385
cell communication 363/259  292/284  285/309  339/222  282/276  698/669 1367
cell death 226/161 188/171 193/197 223/155 207/189  444/413 857
cell differentiation 264/188 248/209 243/225 263/183 255/211 549/477 1026
cell growth 91/63 72/79 75/78 87/71 77/76 174/168 342
" cell junction organization 16/8 6/12 6/15 8/8 13/10 24/26 50
cellular homeostasis 176/123 139/128 127/156 165/101 143/126 350/292 642
cellular membrane organization 38/17 30/21 28/23 43/13 30/21 75/49 124
cytoplasm organization 97/60 88/70 76/79 98/58 85/73 194/156 350
cytoskeleton organization 49/16 51/13 53/15 48/15 55/17 99/43 142
biological adhesion/localization 29/34 25/34 24/29 27/24 26/28 65/74 139
developmental process 414/288  369/310  340/334  400/263  362/302  822/717 1539
extracellular matrix organization 11/7 9/11 7/12 8/11 10/14 19/24 43
hormone metabolic process - 37/13 21/18 18/21 24/15 23/20 58/43 101
immune response 163/123 120/134 109/146 158/116 134/132 312/306 618
inflammatory response 167/141 131/144 109/153 158/121 135/146 330/328 658
lipid metabolic process 200/132 131/143  135/157 161/113  129/147  336/311 677
locomotion 132/99 92/93 85/99 108/83 93/103 246/224 470
nucleic acid metabolic process 324/254  332/241  335/257  360/210  335/232  690/571 1261
nucleus organization 9/1 13/6 16/6 14/2 15/3 26/9 35
organ development 334/229 283/263 265/266 296/206  270/247 627/578 1205
organelle organization 52/23 79/19 94/21 95/20 94/20 144/61 205
organic acid metabolic process 79/59 66/67 59/66 77/54 64/60 160/152 312
protein metabolic process 266/215 258/232  265/235 300/192  256/226  584/528 1112
regeneration 27/17 18/21 17/31 19/23 21/34 48/54 102
response to stimulus 513/364  437/283 388/408  489/311 419/371 1003/922 1925
signaling 368/261 294/289 284/316 339/226 285/280 706/684 1390
signaling molecules 122/83 77/160 81/109 105/73 83/100 217/229 446
transcription factors 103/90 96/94 99/76 96/76 92/77 208/194 402
transport 277/154 228/179 216/200 268/147 226/175 526/430 956
vitamin metabolic process 16/9 16/12 15/10 13/14 14/11 34/22 56
other 246/227 189/239 185/255 236/173 207/13 483/531 1014
Total 1164/835 1013/942 991/959 1152/923 1034/879 2349/2255 4604

* MREMBERT LEZREE . BAREUBERS T HEREHE.

2.2 Mouse Genome 430 2. 0 5 5 #2580 7T 8 M 38 HE
R ETE Mouse Genome 430 2. 0 38 F A Il $48 i 7 58 9%, & SCH oRT-PCR £ T CCNA2, CCNBI,
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CCND1,CCNEL,CHEK1,PIK3R1 1 B-actin 4§ 7 & B # £E L4k, LA pactin AN B, R BN, &
NTHS3T3 20 Mo JE 3 o, 40 Al B 28 &9 CONA2 7E40 I 45 40J5 5~ 12 h 3% 1 ¥4, 40 M0 /& 1 % &3 CCNB1 7
22 h R BB MMEYE L CONDL £ 5 h 45 B, SR 4B 5 CCNEL 72 15 h R34 LI, BB A E
Ff CHEKI 7E 22 h RiA BB & , B ISBEULES 88 PIKSR1 7E 5~23. 5 h #1383k L7 15 h BB BE®S.
R 0 B 2 P 22 A R B Al qRT-PCR A 45 5 — B0, 32 905 A R WU O S04 7T 38 (LR 1),

rCCNAZ I CCNB1 I CCND1
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t/h
Bl oRT-PCRAQINES R Lyt 1 s SRR

2.3 NIH3T3 4ifR3 PI3K,STAT3 45 5%, Rho Rk L HMHEI VEGFE 5 £ ESBEREXERNE
REATRAESESED

PI3K {5 5@ ¥, 4 K B F FGF4 it FGF12 %3k 18, %k FGFR3 #1 EGFR -8, F#i#4>F SOS1
A PIK3R1 £iA El. SMREPIH XK FET CCND1 £ 5 h ik FRULE 2. E, () E2H PBK &
SR FESNAE 5 h AW WIYIR (LR 3). 7 STATS F 5@, 4R E + BMP5 1 IL7 ik B, HAH
BiSZAR IL7R 2R3k B, T4+ STATS M1 STAT4 Rk B, FE+ MYC X EEULE 2). & m
E, (O K STAT3 55 ERMNESFENE S h SBERBTHRBULED. AEECRERP . BHE IT-
GA9 f1 ITGAD K3k L, T #if 8B SRC KA L, 858 HBEAH < 2B CAPN6, CAPN7 il CAPNY ¥3% ik
FAERASERS CCNA2 ZE4IEAM SHRBERLE 2. 88K E, OEMTEHEOBERE S
SiEsh#E NIH3T3 1A 21 h BB X M. £ Ro RE S HFREBESEBT.C EAXKERR
GNATL 3k B, T S HMASH N T GEFS %35 EE, Rho ¥Rk Lifl, Rho F A XE H B
ROCK2 3k b, 40 M B 39 28 B 3% B CDC25 7F 22 h bk LA(LE 2. %K E, (O fE4#7 Rho RIS
R B 15 BB 5 B S 37 NIH3TS 0 A3 22 h BB TX R (LE 3). VEGF FEH 1 ESH
F VEGF R H 3%k VEGFR il /- {HRE Ll Tifr FEERME FAK,MKK Zk&iX FH, E0H
B% SLK &ik Ei,polo FEiEF PLK ik LM, 268 40 i A B R A0 36 A5 8 CHEK2 R 24 B &1k,
DNA #5458 5 NBS1 72 NIH3T3 il E B B SRR R4 B EF L. g HHE R CDC2s e #
SHBIFEE FVE L 4 F & 1 CCNBI il CCNB2 4k 3835 Fif, 5l R Y AR AL AR L 4 8 AURKB %
P THE(LE 2). S W E, (OEH VEGF {5 5 18 B A6 40 M2 M 115 516 0% 30 & DL IS MR
FXHROEFE 3.
2.4 NIH3T3 @M G, #,G, /S &), SHI, G,/ MEBRBI M BHBEHEXERRETURTHNERRA
i E

SEE IR R, 7 NTH3T3 4 g 5] 254k J5 Pk 2 B 40 e R 8 22 1958 5 h,15 h,21 h,22 h M1 23.5 h % 5
AIF L, I 891 AN A A S N R AR RIAZ R, HP 835 G 8 123 M EHELG, /S W
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497 NEEE S B 488 NEE LI K G /M #if 456 NEEFE AT M B 443 N EEE K B RE B E L.
F£2 NIBDAEAEPS FASERBEXEEANREITL
- [ 2 4k )5 B 1] /h - EEZ A=Y
5 15 21 22 23.5 5 15 21 22 23.5
PI3K {5 5 B& (G1 3D CDC2L1 4.29 6.96 6. 50 4.59 8. 00
PDGFRB 13. 00 2. 46 1.32 1. 41 9. 85 BEABESEEGH
ITGAD 12.13 1. 41 4,92 2. 30 2.00 1TGA9 2.53 1. 34 3.79 1.22 0. 90
ERBB4 10.56 4,29 3.48 3.48 2. 83 ITGAD 12.13 1.41 4.92 2. 30 2. 00
FLT1 8. 00 2. 64 4.59 2. 30 1.74 SRC 1. 36 2.76 3.01 1. 08 0. 89
EGFR 4.35 0. 69 0.78 1.43 0.74 | CAPNs 0.35 3.29 6.23 4.22 3.25
INSRR 3.99 0.95 1. 20 1.16 1. 05 CAPN7 1.08 5. 44 5.16 0. 38 2.27
NTRK1 3.96 2.33 2.27 4.19 4.10 CAPN9 1.07 6. 25 8.04 0.53 1.07
ITGB5 3.73 0.71 0. 81 1.07 0.71 CCNA2 1. 87 3.25 3.73 2. 83 2. 46
FGFR3 3.54 2.03 3.29 4.06 4.17 Rho Z & & H MR EE 5@ (G /M #])
GDNF 3.25 5. 66 18.38 4.59 1.00 || GNATI 5, 66 3.25 6.96 0. 66 2. 46
FLT3 0. 29 0.23 0. 25 0. 23 0.27 GNG10 0.93 3.73 1. 32 4.59 3.48
ERBBZ 0.27 0. 50 1.07 1. 00 0. 25 GNAZ 1. 04 3.72 0. 91 2.61 0. 87
PDGFRA 0.23 0.23 0.18 0.18 0.19 ARHGEF7 5. 44 1. 06 1. 80 0. 97 2.85
ITGA1 0. 07 0. 09 1.41 1.23 0.76 ARHGEF11 1.23 1.15 4,92 1. 41 1.15
BMP2 3.14 1. 46 0.52 3.35 1.12 ARHGEF9 0. 82 6.16 0. 94 0.77 0.77
CCL2 4,92 1.32 0.81 0.71 0.54 ARHGEF3 13. 00 2. 00 1.15 6.96 8. 57
CCL5 5. 66 0. 66 0. 87 1.00 0. 87 MCF2L 1.23 2.00 4. 29 1.07 0. 81
CSF2RB 3. 48 2.14 2. 00 3.03 1. 41 ARHGEF4 0.23 0. 54 0.18 1. 00 0.93
EGFR 4.35 0. 69 0.78 1.43 0. 74 RHOA 3.23 1.41 3. 41 4.07 1. 62
ELF3 8. 57 8. 00 14.93  11.31 4.00 RHOG 0. 81 0. 81 1.00 4.81 0. 87
FGF12 3. 69 0.75 1. 09 1. 29 0. 48 RHOB 0. 81 0.76 3.15 3.93 1.07
FGF4 3.48 0. 66 0. 81 0.87 0.76 RHOH 0. 87 0.76 0.71 3.87 0.57
FGFR3 3.54 2.03 3.29 4.06 4.17 RHOD 1.15 1.32 1.15 1. 87 1.23
L3 4,29 2. 83 2. 00 2.83 2.30 || RHOC 1. 87 1.32 3.41 3.15 1.15
1L6 4.00 0.76 0.62 0. 81 0.81 CCNB2 5. 66 4.29 16.00  18.38  18.38
IL7R 3.08 1. 61 1.05 2. 64 1.07 ROCK2 3.00 1.08 2.57 3. 54 3.30
NGFR 3.25 0.87 0. 81 0.87 0. 66 CDC25A 2.27 0.64 1.70 3.50 3.75
PRKCH 3.05 2.97 0. 89 3.25 2.54 CHEK2 0. 27 1.23 1.41 1. 41 1. 87
PDGFA 3.37 1.88 1.39 1.14 1.37 VEGF {5 5@ (M #D
RABSA 3.03 2.30 3.03 1.52 3.48 VEGFA 3.87 2.03 1.37 3.01 4. 54
SOS1 4.33 1.73 1. 70 2.17 1.54 KDR 3. 81 2. 41 2. 62 3.93 4.76
ALK 1.23 3.73 4. 00 3.48 8. 00 CDC25A 2.27 0. 64 1. 70 3.50 3.75
CCND1 3.84 3.97 2. 80 2.31 2.22 CDC2L1 4.29 6.96 6. 50 4. 60 8. 00
COL7A1 7. 46 6. 96 3.48 8.57 8.00 { CDCl4A 13.93  10.56 4.59 13.93 6.50
COL9A1 0. 87 5. 28 0.76 8.57 0.76 SLK 11. 31 5. 28 4. 00 6. 96 5. 66
CDH5 6. 06 3.03 4,00 1.32 1.15 PLK1 1.07 11.31 1.74 18.38  22.63
EPHBI 1.32 3.25 0. 62 1.07 0.76 APC 1.15 1.07 3.03 1.07 3.73
ERBB4 10. 56 4.29 3. 48 3.48 2. 83 BUB1 1.15 6. 06 8. 00 9.85 12.13
GNAT1 5. 66 3.25 6.96 0. 66 2. 46 CCNB1 0. 65 0.98 1. 86 2.18 3.33
GNAZ 1.04 3.72 0.91 2.61 0. 87 CDC20 2.14 3.25 4.76 7.25 12.92
LAMC2 4.29 4. 05 5.94 5. 05 4. 80 CDCzA 1.07 2. 64 6. 06 5.28 5.28
PIK3C2B 6.06 10. 56 1. 87 2.00 . 2.00 AURKB 1.41 0.93 0.07 1.41 0.15
PIK3R1 3.10 4.92 3.03 3.25 4.59 PTK2 4.99 3.68 2.57 3.65 3.79
ROS1 2. 46 3.25 2.30 3.48 4. 00 PTK2B 3.74 5. 50 2. 46 2.87 3.32
STAT3 F 5@ (G:1/S BD PXN 0.71 0. 66 0.81 2. 07 3. 00
BMP5 6. 06 8. 00 5. 66 21.11  22.63 | MAP2K3 1.32 0. 87 0.76 3. 87 0. 81
IL7R 3.08 1. 61 1. 05 2. 64 1.07 MAP2KS6 0. 47 0.57 1.62 3.00 4.00
L7 1. 07 1.08 1. 61 1.54 3.30 MAPK11 1.74 1.41 2. 30 3.41 4.17
STAT3 1.74 0. 66 3.73 1. 41 4.29 MAPK14 1.15 0. 47 2. 47 1. 81 3.54
MYCL1 6.06 1.07 0.87 8. 00 0. 81 MAPKAPK2  1.52 1.23 2.25 3.81 2.93
MYCN 1. 07 4.59 5. 66 8. 00 13.00 i HSPAlA 2.61 0. 64 2.53 3.25 4.82
CCNE1 1.23 3.25 3.48 2. 00 1. 41 ACTAL 8.57 4.59 2. 00 1. 74 2.00
CCNE2 6.06 13.00  22.63  22.63  12.13 | ACTA2 6. 50 6. 06 5. 66 3.48 2. 46
ESPL1 1.07 6. 06 11.31  16.00  18.38 | ACTG2 4.59 3.73 6. 06 5.28 3.73

* BE AT 3.00 FaREELEBUENT 0.33 RREHTH
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* TR T RRE BT~ R ARG R EREER

1E Gy #, /MR EA K E F 32448 PDGFRB.AMUE BB B CCND MEE 5% H T NF-«B % 268 N4 /A
WM EE RIL B R B F TCF4, 5] & 5% RN B9 40 M iR WX B NOD1 fl § /K g 88 ABHD14A
S5 156 MR B BER R X T . 72 G /S B i, 405 A 312 1 CCNDL, i A 3 CCNE s
TR cmyc % 329 MAMAPIHXREERE LR, 8588 A CEBPA, MK EF4% A %EH ABTB1 fil B4
MUERBEE BTG2 % 169 MM ABMEXERXRETH. SHHNERE T TRP63. 4MEAMERH CCNA2
M E5EH TWFL % 327 M EAPMEXEERE LiF, #MEE F CFH B2 KKK NR3C2 fi#
BRITGB2 % 159 M HERRET . 7 Go/M Fe i 3,455 N EEH B X E K4 9 Bk &. CDC Rk
CDC123.CDC25A 1 polo K1 PLK1 % 313 MENF X LA, L K MAKEEM A7 SPINK1.B 41 it % %
B BTG2 M # AT ALF1 % 12 M REERBTH. M BN 44 AMRRS 5T 4 FE 8538, CDC B
ik CDC20 MM X E LM A SLK M4 A E T CCNB 5 310 M EFE LA, BEHEKNEEF
EGR1, R 5 4 e 5l ) WUAF R M B R B DUSP11 IR LW E B ASPN %4 134 A% F F i, polo KM
R PLK3 W B (ISR 2). E, (OE 5351 40 58 B 8 1A B A 0 AR S TR M 3 208 TR (LR 4.
2.5 NIH3T3 @M PBK &5 £ ERNESHSEHSHMBAMHENHEXHE

i PBK BB HE S &S S G, B4 E HE s A e, R B = F 76 NIH3T3 40 M B 1 19 58
5 hAEMESBEME. 72 15 h, STAT3 FEEBWEREHBR TR, 5 G /SHERHEHMEREE 2
SHAMAMEAPMEAERNABRESSESEOBESEREEYRBR TR, BIEMHX. £ G./M # %, Rho
RESTREBESEREE SN HARB P EHEIEMEX AR L0 XN ARARARERS
VEGF {5 5@ B AEBESN EER TR, AR IEMRXLE 5.
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Role of 5 Signaling Pathways in Regulating NIH3T3 Cell Cycle

WANG Yiwen'??*, WANG Gaiping®?, GENG Xiaofang?*®,QIAN Dan'***,
ZHANG Jihong"*?*, HE Tingting"**, XU Cunshuan'?*"?

(1. College of Life Science, Henan Normal University, Xinxiang 53007,China;2. State Key Laboratory Cultivation
Base for Cell Differentiation Regulation, Henan Normal University, Xinxiang 453007, China;3. Henan Engineering Laboratory for
Bioengineering and Drug Development, Henan Normal University, Xinxiang 453007, China)

Abstract: In order to study the function of signalling pathway to the NIH3T3 cell cycle at the transcriptome level, the
expression changes of genes were detected using Mouse Genome 4 302. 0 array. The results show that the expressions of 105
genes associated with PI3K, STAT3, Calpain, Rho and VEGF signaling pathways changed remarkably. The signalling path-
ways above all promote the Gl-phase, G1/S-phase, S-phase, G2/M-phase and M-phase in NIH3T3 cell cycle, respectively.
Conclusion: The above five signaling pathways promote the progression of the NIH3T3 cell cycle.

Keywords: NIH3T3 cell; signalling pathway; gene transcription; cell cycle



