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Distribution characteristics of nuclear VASH2 expression in human fetal tissues
Ge Qiangian,Tu Min,Gao Wentao,Miao Yi*
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[Abstract] Objective;Vasohibin (VASH),one of new gene families,is believed to be involved in cancer-promoting. However, the
exact function is still unknown. To analyze the expression level of nuclear VASH2 protein in human fetal tissues from different
gestational ages. Methods; Immunofluorescent method (IF) was used to detect the expression of VASH2 protein in 293T and intracellular
localization. Nuclear VASH2 polyclonal antibody was used to analyze the expression level of nuclear VASH2 protein in human fetal
tissues from different gestational ages,and the change of embryonic cell mitotic counts and the expression of nuclear VASH2 was
assessed by using immunohistochemistry (IHC). The cell growth was detected by methyl thiazolyl tetrazolium (MTT). Flow Cytometry
(FCM) was used to determine the cell cycles. Results; We found that the protein expression of VASH2 (with 355 amino acid residues)
was located in the cytoplasm while VASH2 (with 311 amino acid residues) was located in the nucleus. Nuclear VASH2 was generally
lower in fully-developed embryos and markedly expression during undergoing several maturational processes. There is a significant
positive correlation between nuclear VASH2 and mitotic counts (r = 0.826,P < 0.01). Nuclear VASH2 promoted proliferation of
293T cells. FCM analysis showed increasing proportion of S and G, / M phase in nuclear VASH2 transfection. Conclusion: This is
the first study to report differences in the intracellular localization of VASH2 protein. Nuclear VASH2 protein found in a variety of
tissues is not a tissue-specific protein,and may play important roles in histogenesis and organogenesis.
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Figure 1

Intracellular localization of the VASH2 protein
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Table 1 Expression of nuclear VASH2 protein in human

fetal tissues from different gestational ages

PEMIAZAY VASH2 FIE TA% 0 204 MC2 545
S EAREE (R2), R VASH2 ik
MC ZJA] S IEASE (r = 0.826,P < 0.01,4 3).
2.3 AR ZmAe 293T 4% A VASH2 it & ik /47 )
4m oL pk 0 2
293T #HfI2: 3 Bk % Y s 7= A 18 i wg it %
IRORL, 24 h JE AR E AR T OS] LA e
T A R A (0,5 (i 2H 18 i 1 PR 5 4 £
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Table 2 the change of embryonic cell mitotic counts and

the expression of nuclear VASH2 (Xxs)

MuAZ T VASH?2 B8 [ 50 e i

NIRRT IO Som " gve s e GRBRTE
N7 16/ 3 0 1 2 0
Ly ikEg 168 3 0 0 0 3
e 208 3 0 0 0 3
Lok 208 3 3 0 0 0
fiH 3 208 3 0 0 0 3
S 20/ 3 0 0 2 1
H 208 3 0 0 0 3
=) 20/ 3 0 0 0 3
(El 208 3 0 0 0 3
JIELFE 208 3 0 0 0 3
il 208 3 0 0 0 3
Bk 20/ 3 0 0 0 3
H 20/ 3 0 0 0 3
ki 20/ 3 0 1 2 0
Jiti 20/ 3 0 0 2 1
HHL 20/ 3 1 2 0 0
(=il 20 3 0 0 0 3
iR 204 3 0 0 0 3
lihgiis 20/ 3 0 0 2 0
JiisEE S 20 3 0 0 0 3
JB% o 248 3 0 3 0 0
FHAR B 248 3 0 0 0 3
i 5 241 3 0 0 0 3
=} 28/ 3 0 0 0 3
%51 28/ 3 0 2 1 0
B AL 28/ 3 0 0 0 3

AL YA o JfIA% T VASH2
IR F/E(%) PrRigtEE(%)
N7 43.70 = 3.25 50.97 + 4.50
Ll ikEg 21.09 + 5.04 40.34 + 5.64
JE 83.20 + 4.80 90.70 + 3.67
Lo 5.46 + 3.47 10.00 + 4.35
I3 80.30 + 7.00 65.35 + 2.40
JHFAIE 78.60 = 3.00 87.40 = 1.00
HW 79.80 + 5.60 90.00 + 2.30
=) 67.70 = 2.45 74.20 + 8.70
5 g 34.89 + 4.76 4578 + 5.45
iR 23.56 + 6.54 54.87 + 3.44
il 67.94 + 5.82 89.76 + 8.09
F Rk 78.90 + 10.90 97.66 + 0.93
B 91.10 + 1.00 95.60 + 3.12
i 92.50 + 2.90 98.90 + 1.40
Jiri 78.50 + 2.57 86.40 + 3.54
HHEIL 37.80 + 5.34 46.50 + 6.00
5 76.95 + 8.77 89.50 + 3.78
i 89.78 + 7.88 99.90 + 0.89
J 23.57 + 6.89 40.80 = 7.96
JicE=A 35.70 + 3.32 67.44 + 3.20
JB% I 73.10 £ 4.10 90.10 + 8.30
FHOPR A 56.21 + 7.43 65.75 £ 9.98
Fff 22 67.90 % 5.70 73.23 + 4.53
FE 4379 + 2.45 68.70 £ 5.50
45 18.76 + 6.00 25.90 + 3.00
R 33.54 + 6.57 53.18 + 3.21
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Figure 2 Distribution of nuclear VASH2 protein in various human fetal tissues from different gestational age
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Figure 3  Correlation analysis between nuclear VASH2 and mitotic counts
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Figure 4 Identification of stably transfected 293T and effects of VASH2 on the proliferation of 293T cells
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