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Expression of PTEN and AKT in Breast Cancer and Its Clinical Significance
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Hbt PTEN Z 5elEbiihk bt AKT £ sekEdiik
W4 H Santa Cruz 2~ 7] ;HRP Fric £ 1gG fb2F &
e (ECL) Y H Santa Cruz A 7 , RT-PCR X7 &
W HKEEAY, 519 s KL A A AL,
Triozol Reagent i 3% [E Invitrogen Life Technologies
N AR AL 54N 2 6 1T (BE I UV-visible Spec-
trometer, UV300); HL ¥k X (3% [E BIO-RAD,Power-
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Pac200); T H Az B Uk 4% # (35 [E BIO-RAD, Mini-Pro-
tein Il1);DYY 40B % %5 B A 3k A8 (b 3075 — AU 4%
J7) s il R R O HL (Sigma 31k 5C #Y, € [H ) ; Che-
mi Tmager5500 &E ¢ H Uk AR 40 B R 48 (35 [ Al-
phainnotech chemi Imager); /NG E.OHL (EE
SIGMA, 1-13); PCR ¥ #{Y (2 & Biometra),
1.3 ZWHX
1.3.1 PCR # i PTEN AKT mRNA & ik

K Trizol i 7 — 25 ¥ 42 B FL i 98 20 2 8
RNA , 54036 B T H I 4l 1 01 o, R S il
¢cDNA, Z% Gene Bank A\ PTEN,(AKT 3t [H ¥ 31 3%
A Primer premier5.0 4 H 17511514 (Table 1)1
7 PCR KR, 345 ,RT-PCR F=¥14: 1.5%55 B b
BT HLUK , 5 45 FE i RT-PCR 7= ¥ 2243 1 & =t 1%
RGO HT, LA B-actin 4577 NS I HO % B (H %
FEN 1.0, 315 PTEN ,AKT mRNA &1k B AH XT3
1.3.2  Western Blot #i] PTEN #= AKT % & % i&

LR A 20U A2, VK B 513K 2min, B
LRV, R Lorry %
N 2 1 VR B PR VKR

i h AR IS (Figure 1), 5IE W FLIRA LML, 22
SEA G2 L (P<0.05) ,PTEN mRNA 234 Fifi fif 783
SR 25 Ay G B S R A, R L S5 A S T
PELLAR T B4 (P<0.05) . AKT mRNA 7E 3L IR
EHERE, SEFABRALMELERA SR
SL(P<0.01) . AKT 335 B g8 43 101 R 2H 212 3 90 1)
NS N IR N W s A ER =
(P<0.05) (Table 2),
2.2 PTENAKT EBFEIAREHADHRIE
PTEN 25 1 78 FL I g rf 2 35 I T 1E % L IR 41
4 S G L (P<0.01), PTEN 31k Bfi it
G322 3 G 1 v B A, TR L 5 4 B T
PR F GRS Tk A R A, 2RI a gt
X (P<0.05), AKT FHAIEFLIRIE DRk T IR
WAL 22 F A5 E L (P<0.01) , AKT ik fifi
iR 43 R 20 02 G G ) 38 s B T v, AR L A
BRI TOMKOEHEBEH, 25651
X (P<0.05) (Figure 2 Table 3),

Table 1 Degenerate primer of PTEN AKT and B-actin

Primers  Forward

Jim 2xSDS 2% w ik , 100°C

Reverse

Length (bp)

K 10min,60pg & (1 PTEN
1T 10%SDS 5 79 ¥ ik i

5" ACAAAGCCAACCGATAC 3’
AKT 5" GGACGATAGCTTGGAGGGA 3’

5" AAACGGGAAAGTGCC 3’ 506
5" GCGACAGCGGAAAGGTTAA 3’ 788

B-actin 5" GCATGGAGTCCTGTGGCAT 3" 5" GGTGGCGTTTACGAAGATC 3’ 320
BRI, AR, , o
H1 Uk 5 %5 PYDF i L4°C Table 2 The expression of PTEN,AKT mRNA in breast tissues
£ B i 7 L i ( X :_/Iz.malble. : N PTEN mRNA f(’) \;alll:;e AKT mRNA 1:) voaélzle
. .\ . istological type ! !
PTEN 1:400, %4t AKT 1: Normal breast tissues 15 1.49+0.64 0.39+0.20
400) % ikt 2h ’ PR Breast cancer tissues 64 0.99+0.79 0.87+0.47
2h,ECL &, 5 Hr &6 41 . Clinicopathological stage 0.036 0.028
14 Sits4riE I 16 1.39+0.77 0.53+0.32
R SPSSIS0 86 B e Lo
.60x0. 2 1%,
HEATRARE ST BB ogieal grade 0.029 0.040
Bebpife 2 Fon, MR I 12 1.48+0.70 0.59+0.45
23871 % FH Pearson A ¢4 I 38 1.00+0.62 0.86+0.39
Br. P<0.05 } 2554 551t I 14 0.57+0.35 1.240.92
2y PR expression 0.888 0.683
- 30 1.03+0.66 0.81+0.51
+~t++ 34 0.97+0.65 0.93+0.62
2 g:nl: % ER expression 0.919 0.506
- 19 1.01+0.64 0.79+0.45
+~tt 45 0.99+0.66 0.90+0.62
21  PTEN.AKT mRNA Lymph node metastasis 0.010 0.014
EAREARPHRIE - 33 1.200.77 0.700.40
PTEN mRNA 7£ 3. I3 + 31 0.78+0.39 1.05+0.67
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1:Normal breast tissues;2:Stage I breast cancer;
3:Stage I breast cancer;4:Stage Ill breast cancer;
5:Stage IV breast cancer;

6:Breast cancer with lymph node metastasis.

Figure 1 The expression of PTEN AKT
mRNA in breast cancer
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1:Normal breast tissues;2:Stage I breast cancer;
3:Stage I breast cancer;4:Stage Il breast cancer;
5:Stage IV breast cancer;

6:Breast cancer with lymph node metastasis.

Figure 2 The expression of PTEN ,AKT
protein in breast cancer
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Table 3 Expression of PTEN AKT protein in breast tissues

M FRGR VAT TS, &
Bl AKT 7& ZL AR 9 1o

Variable N PTEN protein P value AKT protein P value

Histological types 0.006 0.002 ERE, @ TIE®E IR
Normal breast tissues 15 1.11+0.60 0.42+0.19 H 4 S| Jﬂﬁ HEI AKT
Breast cancer tissues 64 0.69+0.49 1.05+0.73" ; .

Clinicopathological stage 0.032 0.045 FESL A
I 16 0.99+0.79 0.630.30 FIVEF , AKT {5538 #%
I 34 0.64+0.29 1.02+0.72 TE I A0 AT #2 T i & 9%
I 14 0.45+0.23" 1.58+0.81" FEAEH] WL

Histological grade 0.030 0.042 — "
| 12 1.04+0.90 0.63+0.38 L2 , AKT i /ﬂ\: i
1 38 0.66+0.30 1.03£0.67 1 ¥ 40 Rho \Racl
m 14 045023 1.460.92" 1 eded2 15 240 B n

PR expression 0.479 0.824 HE 5 M EIE S AKT
- 30 0.73+0.43 1.02+0.66
R 34 0.65+0.56 1.07+0.81 {75753 B i AT A 2

ER expression 0.370 0.464 w LA RS R RN
- 19 0.79:0.64 0.94+0.59 2 (MMP2) , {2 ik 41 g
ottt 45 0.65+0.42 1.09+0.79 =1 (5] . et

Lymph node metastasis 0.033 0.013 B s At B Py B
- 33 056023 0.8320.55 K (VEGF) S At
+ 31 0.82+0.64" 1.28+0.84° I8 AR i PR B R 3k
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G300 R A A T ASBIESE B, AKT 7EFL AR
W ZH 2P A A & T R A 4, IR A
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T, {98 28 220 Pt G B ) A K B, I o A 4 i
HMILTR A 2 045 AR s, DA T £ 2 2L R 8 1 K e 3
X AKT B3R 35 55 F1 6 ES bk 00 45 5% 78 19 4 A
R, PE Z AT AR CHE | AKT 76 I8 Itk 12 45
RSB ML AR S L 20 Rk I e & TR A 4R
7 AKT 78 % A K L 25 556 8 il b F v 8 R34
AKT Z 5 3L I i ik L 45 R i 2

g 5L K PTEN J&:4% p53 22 Ji NZEMhi o 748
R T I PTEN Sl 2 4 JH o 40 ff AE 4 0 93
s Skt A U T B BRE R RS R 4 R e S, 5 AR £
Tl i ged i) A R R B AR S8 ABIFSY & B, PTEN
FEFLIRIE ok BE R GA 8 T IE R FLMR AL 2L e i vh
(e 3k i TR, HEM PTEN 2G5 68 410 i 2L i 40
LT AR i LI 1 R

PIP3 Jy PI3K (7= ¥ Jf 4 & AKT i & ,PTEN
RS PIP3 BEmfR , 10 PI3K/AKT 38 i , AT &
FEID G A0 36 58 . AR 2 200 OO T A A AR
AWFFE % I FL IR B PTEN FI AKT By 2% 35 5 714
K BRTEFLI I R & A BT PTEN (9 2K 3 fR B
i PI3K/AKT 3 % , 7 LA 40 M 04 v 32 3 i, e BR
il 358 | IR S ZL IR B & '€ . PTEN PI3K/ AKT i
B REAEIRE R R R R T EENEN,
Shy L R 98 ) B 1] Y T AR 5 B (AT I SR

4’ ® ’@ 2013 jf‘ % 22 )& % 6 #  China Cancer,2013,Vol.22,No.6

SEH .

(1]

2]

(5]

(6]

[7]

(9]

[10]

Mayo LD,Donner DB. The PTEN,Mdm?2,p53 tumor sup-
pressor-oncoprotein network[J]. Trends Biochem Sci,2002,
27(9): 462-467.

Khor TO,Gul YA,Ithnin H,et al. Positive correlation be-
tween overexpression of phospho-BAD with phosphorylat-
ed Akt at serine 473 but not threonine 308 in colorectal
carcinoma[J].Cancer Letters,2004,210(2):139-150.
Micheau O,Lens S,Gaide O,et al. NF- kappaB signals in-
duce the expression of ¢-FLIP [J]. Mol Cell Biol,2001,21
(16):5299-5305.

Robey RB,Hay N. Mitochondrial hexokinases,novel me-
diators of the antiapoptotic effects of growth factors and
Akt [J].0ncogene ,2006,25(34):4683-4696.

Kim D,Kim S,Koh H,et al. Akt/ PKB promotes cancer
cell invasion via increased motility and metal loproteinase
production[J].FASEB J,2001, 15(11):1953-1962.

Gordan JD,Simon MC. Hypoxia-inducible factors: central
regulators of the tumor phenotype[J]. Curr Opin Genet Dev,
2007,17(1): 71-77.

Karar J,Maity A.PI3K/AKT/mTOR pathway in angiogene-
sis[J]. Front Mol Neurosci,2011,4(51):3389-3392.

Guanti G,Resta N,Simone C,et al.Involvement of PTEN
mutations in the genetic pathways of colorectal canceroge-
nesis [J]. Hum Mol Genet,2000,9(2):283-287.

Khwaja A. PI3K as a target for therapy in haematological
malignancies[J].Curr Top Microbiol Immunol,2010,347:
169-188.

Goo CK,Lim HY,Ho QS,et al. PTEN/Akt signaling con-
trols mitochondrial respiratory capacity through 4E-BP1[]].
PLoS One,2012,7(9):45806.




