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Abstract: Objective To discuss the relationship between AKT, p-AKT, AKT2, VEGF-C expression
and lymphatic metastasis of breast invasive ductal carcinoma (IDC) and to research the relevance be-
tween AKT and VEGF-C, p-AKT and VEGF-C, AKT2 and VEGF-C in IDC. Methods RT-PCR
was used to detect the expressions of AKT2 and VEGF-C mRNA on 17 fresh breast cancer tissues.
Immunohistochemical (IHC) method (SP) was used to examine the expressions of AKT, p-AKT,
AKT2 and VEGF-C protein in paraffin-embedded specimens of 74 breast invasive ductal carcinomas.
Western-blot was used to detect the expressions of AKT, p-AKT, AKT2 and VEGF-C protein on 17
fresh breast cancer tissues. Results The expression of AKT2 mRNA in IDC with lymphatic metasta-
sis was higher than that in IDC without lymphatic metastasis(P<Z0. 05). And there was no significant
difference on the expression of VEGF-C mRNA(P>>0. 05). The difference between the expressions of
AKT2 and VEGF-C protein in the two groups were statistically significant (P<Z0. 05). There was no
significant differences between the expression of AKT and p-AKT protein in the two groups (P>
0. 05). The expressions of p-AKT, AKT2 and VEGF-C protein in metastasis group were higher than
those in non-metastasis group. There was no significant difference on the expression of AKT protein
between two groups. There were significant positive correlations between expression of AKT and
VEGF-C. p-AKT and VEGF-C in breast cancer (r=0.283.P=0.015; r=10.328,P =0. 004). There
was no significant correlations between expression of AKT2 and VEGF-C in IDC (= 0. 072, P =
0.543). Conclusion The expressions of AKT2 and VEGF-C were closely related to lymphatic metas-
tasis of IDC. AKT2 and VEGF-C can be used as predictors of lymphatic metastasis.
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Figure 2 RT-PCR result of AKT2 and VEGF-C gene
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Table 1 The expressions of AKT, p-AKT, AKT2 and
VEGF-C in IDC
Groups n AKT p-AKT AKT2  VEGF-C
Lymph node

. 37 20(54.05) 32(86.49) 20(54.05) 25(67.57)
metastasis( —

Lymph node
) 37 24(64.86) 30(81.08) 33(89.19) 33(89.19)
metastasis( +)

Note: y* Test: there was no significant difference be-
tween the expression of AKT and p-AKT protein in the two
groups, y° value was 0. 897 and 0. 398 respectively, P was
0.344 and 0. 528 respectively; there was significant differ-
ence between the expression of AKT2 and VEGF-C protein
in the two groups, X2 value was 11. 236 and 5. 103 respec-

tively, P was 0. 001 and 0. 024 respectively

.'.*
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3a: AKT;3b: p-AKT;3c: AKT2;3d: VEGF-C
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Figure 3 The expressions of AKT,p-AKT,AKT2 and VEGF-C protein in human breast invasive ductal carcinoma(SP X 200)
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Figure 4 The expressions of AKT,p-AKT,AKT2 and
VEGF-C protein in IDC
2.3 AKT.p-AKT.AKT2 & VEGF-C & 113

A5 FU AR IR P A5 R I PR BRAE AR Y O R
AKT Fl AKT2 2 H IR K 3 5k B 245 5 72 1
T AF G L 78 T b B2 45 5% B2 10 LR 98 2H 40 b BH M R 8

#z 2 AKT.p-AKT.AKT2 X VEGF-C 522 EESERE
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43R 42,86 % .80. 00 % F1 88, 24 %, =4l ] Hh 45 22
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2.4 FLRBEMEMSE T VEGF-C 5 AKT.p-
AKT AKT2 235 # A0 6 1:
gh I )R VEGF-C 5 AKT. VEGF-C 5 p-

AKT FXEEIEMK, VEGF-C 5 AKT2 £i5LH
Kk, W 3,
3 Jtig

AKT J& 1991 4 & B — P xoF 40 g 4% 35 L 21
B AR A s s h E%%E’fﬁﬁﬁirﬁﬁﬁéﬁﬁ
A, PIBK/AKT {55 % 5 38 #% /2 40 g Py 8 %2
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Table 2 Relationship between clinicopathological indexes with the expression of AKT, p-AKT,AKT2 and VEGF-C in IDC

AKT p-AKT AKT?2 VEGF-C
! - + P - + P - + P - + P
Age
<45y 30 12 18 5 25 10 20 4 26
=45y 44 18 260 0,938 7 37 0,931 M 33 0,435 12 32 0.153
Tumor size
<3cm 33 13 20 4 29 11 22 6 27
>3cm 41 17 24 0.857 8 3 0.391 10 310,396 10 31 0,519
Lymph node metastasis
0 37 17 20 5 32 17 20 12 25
1~3 16 9 7 0.047" 4 12 0.585 2 14 0.003" 2 14 0. 068
>3 21 4 17 3 18 2 19 2 19
Clinical stage
1 7 3 4 1 6 3 4 4 3
II 50 19 31 0. 799 8 42 0.977 15 35 0. 417 10 40 0.044
M~N 17 8 9 3 14 3 14 2 15
Note: " refers to statistical significance
%3 IS EBE VEGF-C 5 AKT p-AKT, 0 4 3 0 s s 3 3 s 14
AKT2 FRiA B X 5
+ 0 2 4 2 3 7 7 1 4 4 6 4
Table 3 Relationship of VEGF-C expression with AKT,
p-AKT and AKT2 in IDC o B8 2 03 71735 505
AKT b AKT AKT2 + + + 310 8 1 1 5 610 6 4 9 3
VEGEC 4 A4t — 4t ottt - A+ Note: VEGF-C and AKT, »=0.283, P=0.015; VEGF-C
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and p-AKT, r=0.328, P =0.004; VEGF-C and AKT2,
r=0.072, P=0.543
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