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Expression of receptor tyrosine kinase Axl and its ligand in prostate cancer and
its clinical significance
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hai Hospital, Second Military Medical University, Shanghai 200433, China )

[ Abstract ] Objective: To examine the expression of receptor tyrosine kinase( RTK )Axl and its ligand Gas6 ( growth
arrest-specific gene 6 ) protein in prostate cancer ( PCa ) tissues and their relation with pathological characteristics of PCa.
Methods: Forty-five PCa tissues and 32 benign prostatic hyperplasia tissues ( 2007 to 2008, Changhai Hospital ) were ob-
tained during surgery or kidney puncture. Expression of Axl and Gas6 protein in PCa cell lines LNCaP, PC-3 and DU-145
was analyzed by Western blotting. Expression of Axl and Gas6 protein in PCa tissues or benign prostatic hyperplasia tis-
sues was examined by immunohistochemisty. Results: Axl expression was higher in highly invasive DU-145 and PC-3 cells
than that in lowly invasive LNCaP cells. Expression of Gas6 in DU-145, PC-3 and LNCaP cells was similar. Expression of
Axl and Gas6 protein in PCa tissues was significantly higher than that in benign prostatic hyperplasia tissues as detected by
immunohistochemisty( 68.9% wvs 21.9% ; 53.3% wvs 15.6% , all P <0.01 ). Expression of Axl and Gas6 protein in PCa
tissues was closely correlated with Gleason scores and metastasis of PCa ( P <0.05 ). Conclusion: Expression of Axl and
Gas6 in PCa is closely correlated with the malignancy degree and metastasis of PCa.
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Fig.1 Expression of Axl protein in different
prostate cancer cell lines
1: PC-3; 2: LNCaP; 3: DU-145
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Fig.2 Expression of Gas6 protein in different
prostate cancer cell lines
1: PC-3; 2: LNCaP; 3: DU-145
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Fig.3 Expression of Axl protein in benign prostatic
hyperplasia ( A ) and prostate cancer tissues ( B )

as detected by immunohistochemistry ( x 400 )
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Tab.1 Comparison of Axl expression in benign prostatic hyperplasia and prostate cancer tissues

Staining intensity

Staining area

Positive expression Strongly positive

Group
0 1 2 3 4 0 1 2 3 4 - 4+ H rate( % )
Benign( 32) 2 4 9 8 9 1 8 6 9 8 2 9 14 7 21.9
Malignant(45) 0 0 4 8 33 0 0 9 17 19 0 4 10 31 68.9"

“P <0.01 vs benign group
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Tab.2 Comparison of Gas6 expression in benign prostatic hyperplasia and prostate cancer tissues

Staining intensity

Staining area

Positive expression Strongly positive

Group

0 1 2 3 4 0 1 2 3 4 -+ o rate( % )
Benign( 32 ) 2 5 2 7 6 2 9 9 8 4 3 7 17 5 15.6
Malignant(45) 0 1 6 18 20 0 5 8 15 17 0 3 18 24 53.3"

" P <0.01 vs benign group
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Tab.3 Relationship between Axl expression and clinical pathological characteristics of prostate cancer

Axl expression

Gasb expression

Index
no (%) P o (%) P
Age
<70 12 60.0 1.327  0.249 10 50.0 0.161  0.688
>70 19 76.0 14 56.0
Gleason score
<7 4 44.4 6.377  0.041 3 33.3  15.313  0.000
=7 11 61.1 5 27.8
>17 16 88.9 16 88.9
PSA
<10 2 6.5 8.83 0.012 2 25.0 4.372  0.112
10 ~50 9 81.8 5 45.5
>50 20 76.9 17 65.4
Metastasis
- 3 17.6 - 0.000 2 11.8  18.968 0.000
+ 28 100.0 22 78.6
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Fig. 4 Expression of Gas6 protein in benign prostatic
hyperplasia ( A ) and prostate cancer tissues ( B )

as detected by immunohistochemistry ( x 400 )
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