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[BE] Bi BrxslgEt B 3-# & (phosphatidylinositol 3 kinase, PI3K) nEHAREKEF
(vascular endothelial growth factor, VEGH))ZEXBEETIEPHRARKEREY, A ER72HX
BREAENKBBASMESEFAR, NAKKMAWLKT RT-PCR %40 PI3K A1 VEGF 7 K &
B A REMERRRKE FEHITEITEST., ER TEXBHEASAESEREBRASF PIBK
1 VEGF B F#E R A% 2 RIHE 428 & X (P= 60.66,x°= 83.70, P ¥1< 0.05), AR HE & K BHR P
(25 B A (r= 0.872,P< 0.05) . Kl B #1841 414 PIK3R1 71 VEGFA BRI RZ B B EE THF
EXFHBRAATHRIE, BERYAARHITFEL (1=-275,1=-2.61,P#<0.05), &i PIBKH
VEGF A XM R4 RELSBPEERMEH,

(@A) KGR, BISEIE 3-8, W ENEEKE T, 2& 4 ;RT-PCR
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[Abstract] Objective To investigate the expression and clinical significance of phosphatidylinesitol 3
kinase (PI3K )and vascular endothelial growth factor (VEGF) in the progression of colorectal cancer. Methods
The protein expression and mRNA level were detected in 72 pairs colorectal carcinoma and the corresponding
control tissue samples using real time polymerase chain reaction and immunohistochemistry methods. Results
There were statistical significance in the differences of positive rates of PI3Kand VEGF between colorectal car-
cinoma and normal colorectal tissue (y*= 60.66, x’= 83.70, Pall< 0.05), and the expression of PI3K and VEGF
in colorectal carcinoma tissue showed positive correlation (r= 0.872, P< 0.05). The expression levels of genes
PIK3R1 and VEGFA in colorectal carcinoma tissue were obviously higher than that of in the normal colorectal
tissue, and the differences all had statistical significance (¢= -2.75, i= ~2.61, Pall< 0.05). Conclusion PI3K
and VEGF play an important role in the occurrence and development of colorectal cancer.
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RT-PCR ¥k # M 8% fs Bt UL B2 3 -3 B A 39 W 3£ 1
(phosphatidylinositol 3 kinase regulatory subunit 1,
PIK3R1) 1 VEGFA # R R kKT, ¥4 ITHEK
P B ERARMEXER,

1 BRBS5HZ

1.1 WERER 7268 EH R 2011 E3HE 12
HABRALGSNEMERE B &, 206K K B H A %
WieH IR EM KGR, RETHRITHOT A7 S5
BRIT R KRR S P 40 B, % 32 ] 4
i 46~79 %,

1.2 FRARE UKBERSHEENRRE, B
FEFHBEARERENL 8 cm LA L) N
H, FHARGRARERRELBREMRAT, Fif
RT-PCR Ul ; A #5 H B A L8R DA E E , A i
IR, FREAT R AR

1.3 i

1.3.1 RT-PCR ## }iF Real Time PCR 77 3 Xt
KB EALRAH#THWERE (PIK3R1 A
VEGFA )mRNA Xt ik & K7,

1.3.1.1 LHEIXH  mRNA #EBURFE H TaKaRa
RNAiso Plus Reagent; RT-PCR & 7 {# /| PrimeScript
RT reagent Kit with gDNA Eraser &2 SYBR Premix Ex
Taq(Tli RNaseH Plus), DA B30 F KEEE
YNEI

1.3.1.2 FZE{Y#HF {FH NanoDrop ND-1000 i &
RNA 74+ Y636 3 260 nm 280 nm KW Y {H i+ &
VR BE I VEAS S BT AT AR PR R R B e T, ARG I
RNA 4 & K 52 # ¥ ., {§ | TaKaRa PCR Thermal
Cycler Dice(TaKaRa Code.TP600) , i# 47 RT & b ; f&
Fi TaKaRa PCR Thermal Cycler Dice Real Time Sys-
tem (TaKaRa Code.TP800)i# 1T PCR & K ,

1.3.1.3 LRIy W SYBR Green T 5565tk
B, U1 MEENHEEEE Total RNA 73K
519 cDNA YERIRHE S, 2 BT B K EEE (Actb) FI
B # & M (PIK3R1, VEGFA) Hl/EARE &R, R B
SR EHANEREFRME WEEFITERTL

B, @B RERMRE M ERAT BRREAH
Xt R ik BHITHHT,

1.3.14 3¥F5 WE1,

132 SHmdfes: KMALUHRAE S PI3K p8Sa
VEGF %3k,

1321 Z®EAH  RKH KA PBK B EE A
W B SantaCruz /A &), R A VEGF 5 S A 8
BMBEFHEWATE, BR800 7 & M
DAB B8 R¥ B AN &M A RMERAEYMAF,
1322 IRHE BEZ 10%2FBEE, AiEg
BAR, LL4~5 um BEEZEY R, &R K&K
b, $ BRI R 0 pe ks R & A S AT P A
PI3K 1 VEGF S H b2 46 B PBS RE—1
YE R B XT R

1.3.2.3 fr#ERHE  PI3K fl VEGF 7E:8 T A 4
BRI AE R . AR R 3 PR R
720 ML, 15 A5 % T BH 4 40 M 4 7 AL BF 10% LA R A FA
H(-), SREETHEARE ST 10%U L AE
B, iR 109%~30% K (+) ,30%~50% 59 (++),
> S0% A (+4+) , (+)~(+++) TR FFHME,

1.4 Seit#4b8 R Excel 1 SPSS 13.0 3 4%t
THERBTREERMG T, TEEML xxs £
AN, LAREXT ¢ R B AT G040 17, 40 1B] 3R A LA
FKAKRE, WHEORIBEHHEES IR
Spearman AR, LA P<0.05 hER BB S
2 %R

21 REANTIRMNER SREHAKNLERE
NLEE T2 BIKBIEH R H ,PI3K #1 VEGF FH 40
WEBHZRERA (B 1,3), KA RERS IR
80.6%(58/72)F1 87.5%(63/72), ¥ 72 BIFEBIEH
HIEAL$ PBK AR FEELAES G T RKEG
FHERRAK B 44 [ 0% 0 B BRCZE PH Y, VEGF BHM: 40 e
B R REREARAA SN, AR AA ] B 8] 5 0 I 4w DL AR
MM (A 2,4),PI3K 1 VEGF FH ¥ R 2 51 &
18.1%(13/72)#1 153%(11/72), NB&KE , Kih®E

% 1 RT-PCR M RIEI 5| H) R =K /A

Elk | 75 £ & (mer) GCCENER(%) =YK E (bp)
Actb-F 5-TGGCACCCAGCACAATGAA-3" 19 52.6

Actb-R 5'-CTAAGTCATAGTCCGCCTAGAAGCA-3- 25 48.0 180
PIK3R1-F 5-CAGCAACCTGGCAGAATTACGA-3 22 50.0

PIK3R1-R 5-TGACAGGATTTGGTAAGTCCAGGAG-3- 25 48.0 128
VEGFA-F 5-GAGCCTTGCCTTGCTGCTCTA-3" 21 57.1

VEGFA-R 5'-CACCAGGGTCTCGATTGGATG-3" 21 57.1 148
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SEHY IR B R TR AF BB B B PI3K HYMIE S, A X
PR T KB A4 P PI3K M7 B F ks 5L A
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EEFBEAL PR R RERS AN, TMEXSE
BHATRIWHAEEEEAS,; EdREEELK
st it Ea N, ERKBHEHS P PIK3R1 &
REXKERER ?F%Emmﬁéﬂm ZERER
PI3K/Akt {5 538 B 7 IE ¥ AP BV T IER
MESHIIRE, ﬁ?%célﬂﬂﬂiﬁﬁﬁﬁ Ak T A
R, REAREREMAETAERE IS,
PB3K/Akt fF 5@ MM T EIETREE RIGE £ 4
EEABRPEIEER, X5EIMEALKBES
TH BB 5T S 2 BLAR AL
32 VEGFEXBEFTMRAKGKREX MWE4A
AMNEERSMEEK, REAREEFIIMHX,
VEGF 2 —MiERMEM N EARA 2535, REE
oE P B2 A B R B A I T, 7 e R G I
ERHEFEER, CEEARMWRLEERETF,
AR T KGEHL S VEGF MEAR
BERMERRRKE, R EH . VEGF EAKE KX
F i 55 IE B A1 41 b BAK K F Rk sl B M, T
EXBEASPERLINASREEARS, FHS
PBK HEHMERZXAZIEMX B ERAREI KNS
g, KA KBBHAL Y VEGFA HEFRE
KEPBERTREZEEFEAS, GREREFR
AW VEGF KP4 — M RIRKTE, RAHEA
BREESGRENERLT, WERER BHEKRSL
KA ETE R 8 P B VEGF 8933 &1k, @
M4 RS RN, WAPRSORKH, VEGF # it
B EMENKABE SRS INZABRER
WA, HZRBR LRI P B TR 53
54, HoAE @ 1t PIBK/Akt 15558 B SR SE B0, X 7] LA
RIFHfREE VEGF 55 PI3K FiKIEH XM R HIE
FAYLEI T BE 2 VEGF g PI3K & M 8% H A v %
5 Akt/PKB if & #5108 T-/E U,
ZEETR AN REREHERBBHL P,
PI3K #1 VEGF RiFX/K X HE & THEFZER K

HA 428 PI3K Ml VEGF ZE KB & 4 kBt
BHhEEEEMA #E—FHT KHRTR REAZMR
A XK R KA IRA B ST PI3K A1 VEGF 5 K i &
B KBEHRKEX KA TIRXEE R
W BUBR R, Mk — B E RSB RIIG TR
THRHE
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