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Expression of plasminogen activator and plasminogen activator inhibitor in ovarian of patients with polycystic

ovary syndrome
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[ Abstract] Objective To investigate the association of polycystic ovary syndrome (PCOS) with plasminogen activator
(tissue-type plasminogen activator [ t-PA], urokinase-type plasminogen activator [u-PA]) and plasminogen activator inhibitor-1
(PAI-1). Methods The ovary tissues of 30 PCOS patients who were treated in our hospital from Dec. 2007 to Oct. 2008 and

20 healthy controls were collected. The expression of t-PA, u-PA, and PAI-1 was examined by immunohistochemistry method.

Results In PCOS group, the positive rates of u-PA, t-PA in the granulosa cells were 20. 00% and 26. 67 %, and in the theca
cells were 33.33% and 20. 00% , respectively; in the control group, the positive rates of u-PA, t-PA in the granulosa cells were

65.00% and 75.00% , in the theca cells were 75. 00% and 50. 00% , respectively; and there were significant differences between
the two groups (P<C0.05). In PCOS group, the positive rate of PAI-1 was 56. 67 % in the theca cells and 63. 33% in interstitial
cells; in the control group, the positive rates of PAI-1 were 10. 00% both in the theca cells and the interstitial cells; and there
were significant differences between the two groups (P<C0. 05). Conclusion The disruption of plasminogen activator system
may be involved in ovulation disorder of PCOS,
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Tab 1 Determination of female hormone levels
. FSH LH / E; P T PRL
Group n /(UL  z3/(U«L1H LH/FSH cp/(pmol « L™1) pIS/(}ig «L7H pn/ﬂig «L7hH pll//(]lg < L7H
PCOS 30 5.4342.07 11.35+4.17" 1.8940.85" 187. 74462, 45 0.52+0. 14 50.47+15.74% 21.30£7.01
Control 20 4.86+2.51 6.34+2.15 0.76+0. 45 191.51434. 10 0.45+0. 26 23.58410.56 19.98+5.16

PCOS: Polycystic ovary syndrome; FSH: Follicle-stimulating hormone; LH: Luteinizing hormone; E; :

tosterone; PRL:Prolactin. * P<C0. 05 ws control group

2.2 uPA.t-PA & PAI-1 £ PCOS 48 % *} F8 48 49

ok

Estradiol; P: Progesterone; T: Tes-

HIE 1 &£ 200, (1) uPA f£ PCOS
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Fig 1 Immunohistochemical images of u-PA, t-PA, and PAI-1 expression in PCOS group and healthy control group

Original magnification: X400
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Tab 2 Expression of u-PA, t-PA, and PAI-1 in PCOS group and control group

Granulosa cells Theca cells Interstitial cells
Protein Grou i 1 it

P — o Posive gy gy Pesitve g gy gy Positive

u-PA  PCOS(n=30) 10 14 5 1 20.00% 8 12 9 1 33.33% 11 14 4 1 16.67%
Control(n=20) 3 4 8 5  65.00% 1 4 9 6  75.00% 7 9 3 1 20.00%

P 0.003 0.001 0.814

t-PA  PCOS(n=30) 9 13 6 2 26.67% 10 14 5 1 20.00% 10 15 4 1 16.67%
Control(n=20) 2 311 4 75.00% 1 9 6 4 50.00% 5 10 5 0 25.00%

P 0. 002 0. 004 0. 450

PAI-1 PCOS(n=30) 8 12 7 3 33.33% 6 7 10 7 56.67% 5 6 12 7 63.33%
Control(n=20) 10 3 6 1 23.33% 7 11 1 1 10.00% 6 12 2 0 10.00%

P 0.314 0.007 0.001
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