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ABSTRACT

Introduction: Polycystic ovary syndrome (PCOS) is characterized by increased central fat 

mass (CFM), hyper-inflammation and hemostatic alterations, and the risk of cardiovascular 

disease could be increased. Reduced fibrin lysability is a risk factor for cardiovascular disease. 

The present study assessed fibrin lysability in women with PCOS and controls of similar age 

and body mass index. Material and methods: Ninety women with PCOS and 35 controls of 

comparable age and body mass index were included. Hemostatic markers (fibrin lysability, 

fibrinogen, coagulation factor XIII, plasminogen, plasminogen activator inhibitor 1 (PAI-1), 

plasmin inhibitor, thrombin activatable fibrinolysis inhibitor (TAFI)), D-Dimer, C-reactive 

protein (CRP), body mass index, waist to hip ratio, CFM determined by Dual-energy X-ray 

absorptiometry scan, and sex hormones (testosterone, and estradiol) were determined. Results: 

TAFI and CRP were higher in women with PCOS than controls. In women with PCOS fibrin 

lysability correlated with CFM, waist to hip ratio, CRP, fibrinogen and all hemostatic variables 

(p ≤ 0.004) except TAFI and D-Dimer. CFM correlated with fibrinogen, CRP, coagulation 

factor XIII, waist to hip ratio, plasminogen, PAI-1, plasmin inhibitor, and TAFI (P< 0.02). In 

controls fibrin lysability correlated with CFM, fibrinogen, coagulation factor XIII and plasmin 

inhibitor (P ≤ 0.02). CFM correlated with PAI-1, plasmin inhibitor, coagulation factor XIII, 

fibrinogen and CRP (p ≤ 0.05).  Stepwise regression analysis revealed that fibrin lysability was 

associated with CFM, fibrinogen and CRP in women with PCOS (r2 = 0.46, p ≤ 0.001), but 

only with CFM in controls (r2 = 0.28, p<0.001). Conclusions: Fibrin lysability was comparable 

in women with PCOS and controls. Fibrin lysability was associated with CFM and hyper-

inflammation in women with PCOS, but only with CFM in controls. These findings suggested 

that obese women with PCOS and augmented inflammation could have increased risk of 

cardiovascular disease.
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Abbreviations

PCOS, polycystic ovary syndrome

BMI, body mass index

CFM, central fat mass

CVD, cardiovascular disease

CRP, C-reactive protein

FXIII, coagulation factor XIII

DXA, dual-energy X-ray absorptiometry

PAI-1, plasminogen activator inhibitor 1

TAFI, thrombin activatable fibrinolysis inhibitor

WHR, waist to hip ratio

OCP overall coagulation potential 

Key message

Central obesity and inflammation are significant determinants of fibrin lysability in women 

with polycystic ovary syndrome. 

INTRODUCTION

Polycystic ovary syndrome (PCOS) is a common endocrine condition in premenopausal 

women. Obesity, increased central fat mass (CFM), insulin resistance and hyper-inflammation 

are common characteristics of PCOS 1. In addition, the regulation of hemostasis is affected in 

women with PCOS 2. A diagnosis of PCOS is associated with increased plasma potential to 

generate thrombin 3 and impaired fibrinolysis by increased plasma levels of fibrinolytic 

inhibitors 4,5.  These findings suggest that women with PCOS have a pro-thrombotic condition 

and that the risk of cardiovascular disease (CVD) is increased. Studies, have questioned the 

association between PCOS and risk of CVD 6. However, a recent large Danish register based 

study showed that obesity, diabetes, infertility and previous use of oral contraceptives were 

associated with increased risk of CVD 7. Yet, it is debated whether the hemostatic alterations 

observed in women with PCOS are related to PCOS per se, including the increased testosterone 
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levels or whether they mainly are related to the increased body mass index (BMI), and central 

fat distribution in particular, characterizing women with PCOS 8,9. Approximately 50% of 

women with PCOS are overweight or obese. Obesity alters the metabolic and reproductive 

outcomes of PCOS, and obese women with PCOS have a more severe phenotype than the less 

obese women, also with respect to risk markers of CVD such as C-reactive protein (CRP) 10. In 

this setting the association between body fat mass, inflammation and fibrin lysability should be 

considered. 

Fibrin clot formation and lysis are important hemostatic processes as illustrated briefly in figure 

1 and alterations in the dynamics of fibrin turnover are related to thrombotic disorders. It has 

been demonstrated that reduced fibrin lysability increases the risk of a first venous thrombosis, 

but not of a recurrence and impaired fibrin lysability is a risk factor for the post-thrombotic 

syndrome. Reduced fibrin lysability is also related to arterial thrombosis in individuals younger 

than 55 years of age 11.

 Only few studies have focused on fibrin turnover in PCOS. A cross-sectional study 

demonstrated that lean women with PCOS had reduced global fibrinolytic capacity compared 

to control women, matched for age and BMI 12. Other studies of obese and normal weight 

women with PCOS demonstrated that PCOS was associated with increased coagulation 

potential and impaired fibrinolytic potential, but that these alterations were related to obesity 

rather than to PCOS per se 13,14. 

The plasma concentrations of fibrinogen, coagulation factor XIII (FXIII), plasmin inhibitor, 

plasminogen, thrombin activatable fibrinolysis inhibitor (TAFI), and plasminogen activator 

inhibitor 1 (PAI-1) are important determinants of the fibrinolytic susceptibility of fibrin 15-17. 

These factors, however, are also associated with obesity 18-21. Sex hormones, estrogen in 

particular, may additionally alter fibrin lysability by increasing the plasma levels of 

plasminogen and fibrinogen 22. 

Thus, the aim of the present study was to investigate the association between the lysability of 

fibrin and CFM in women with PCOS compared to controls matched for age and BMI, and to 
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address whether potential confounding anthropometric, hormonal, inflammatory and 

hemostatic factors affected fibrin lysability differently in women with PCOS than in controls.

MATERIAL AND METHODS

The original study addressed the effect of oral contraceptives and metformin on anthropometric 

measures after 12 months of treatment 23. The present study includes baseline measurement of 

study participants. 

In brief, 90 white, non-diabetic women aged 18–39 years fulfilling the Rotterdam criteria of 

PCOS with any two of the criteria: 1) irregular menstrual cycles during more than a year in 

combination with a cycle length >35 days, 2) total or free testosterone levels above reference 

interval (upper limits: total testosterone >1.8 nmol/L, free testosterone >0.035 nmol/L) and/or 

hirsutism, and 3) transvaginal ultrasonography demonstrating polycystic ovaries. 

Women with PCOS underwent physical examination, transvaginal ultrasound, fasting blood 

samples, and dual-energy X-ray absorptiometry (DXA) scan. Examinations were performed on 

a random cycle day. Patients kept a menstrual calendar. Regular cycles were defined as 

monthly cycles less than 35 days apart. The clinical examinations included Ferriman-Gallwey 

score, blood pressure, height, and weight.

Patients refrained from oral contraceptive use for at least three months and metformin for at 

least one month before evaluation. No patients were treated with medicine known to affect 

hormonal or metabolic parameters. The exclusion of patients with obesity (BMI ≥ 35 kg/m2), 

pregnancy wish, contraindications for oral contraceptives, endocrine diseases, diabetes, liver 

diseases, renal dysfunction, congestive heart disease, depression and eating disorders was 

previously described 23. 

Thirty-five healthy, white, premenopausal women comparable with the PCOS patients with 

respect to BMI and age were studied as controls. These women had regular menstruation and 

did not have hyper-androgenemia or hirsutism. Oral contraceptives was discontinued for at 

least three months before evaluation and the controls did not take any other kind of medicine. 

Controls underwent clinical examinations during the follicular phase of the menstrual cycle 

(cycle days 2–9). 
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DXA scans

DXA scan in whole-body array mode (Hologic QDR-4500; Hologic, Zaventem, Belgium) was 

used to measure whole-body fat mass and to differentiate between peripheral (legs and arms) 

and CFM. The DXA-procedures are described previously 22. The coefficient of variation for 

replicate scans of the same individual was 0.8% for fat mass. The coefficient of variation was 

determined by repeated scanning in a previous study in 10 patients with PCOS 24.

Blood sampling

Blood samples from PCOS patients were collected after an overnight fast. Blood from control 

women was collected during the follicular phase of the menstrual cycle (cycle days 2–9). 

Evacuated tubes containing 0.105 mol/L sodium citrate (Vacutainer 9NC, Becton Dickinson, 

Plymouth, UK) and clot activating tubes were used for blood collection. Platelet poor plasma 

and serum, respectively, were collected after centrifugation for 20 min at 2000g. The plasma 

and serum samples were subsequently stored at −80 °C in tightly capped cryotubes (Sarstedt, 

VWR-Bie & Berntsen, Søborg, Denmark). Before analysis the samples were thawed for 5 min 

at 37 °C, kept at room temperature, and analyzed within one hour.

Fibrin lysability assay

Fibrin lysability was determined as described previously 25. Addition of thrombin and calcium 

to citrate plasma leads to formation of fibrin. In brief, 60 μl of citrated plasma was mixed with 

120 μl of a reaction mixture containing thrombin (1.0 IU/mL), calcium (15 mmol/L), Tris-HCl 

(50 mmol/L) and NaCl (150 mmol/L). The turbidity of the clot formed was measured at 340 

nm for 30 min on a plate reader. The area under the fibrin formation curve was calculated by 

the trapezoid rule and designated as the overall coagulation potential (OCP). Fibrin lysability 

induced by tissue plasminogen activator (tPA) was investigated simultaneously in a different 

well, by mixing 60 μL of citrated plasma with 120 μL of a reaction mixture containing 

thrombin (1.0 IU/mL), calcium (15 mmol/L), Tris-HCl (50 mmol/L), t-PA (300 ng/mL) and 

NaCl (150 mmol/L). Again the turbidity was measured at 340 nm for 30 min. The area under 

the tPA-induced lysis curve was calculated by the trapezoid method and designated as the 

overall hemostasis potential (OHP). Fibrin lysability, i.e. the percentage of fibrin lysed in 30 
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min, was calculated as ((OCP-OHP)/OCP) x 100%. All clots were made in duplicate. The intra-

assay coefficient of variation was 10%, while the inter-assay coefficient of variation was 14%.

Biochemical assays

The plasma concentration of CRP was determined with the CardioPhase® hsCRP kit 

performed on the BNII Nephelometer (both from Siemens Healthcare Diagnostics, Marburg, 

Germany). Fibrinogen, plasminogen, plasmin inhibitor, and D-Dimer were determined with the 

Fibrinogen-C HemosIL , the HemosIL Plasminogen, the HemosIL Plasmin Inhibitor, and the 

HemosIL D-Dimer kit, respectively using the ACL TOP 350 analyzer. Kits and analyzer were 

from Instrumentation Laboratories, Milan, Italy. The functional activity of FXIII was 

determined with the Berichrome Factor XIII kit from Siemens Healthcare Diagnostics. PAI-1 

was determined by an in-house enzyme linked immuno assay.  TAFI was determined with the 

VisuLize TAFI antigen kit from Affinity Biologicals, Ontario, Canada. Sex hormone binding 

globulin (SHBG) was analyzed by time resolved immunoassay using the AutoDELFIA 

commercial kit (Wallac Oy, Turku, Finland). Serum total testosterone was analyzed as 

previously described 26. The serum concentration of estradiol was determined by automated 

chemiluminescence assay employing the Immulite 2000 Xpi analyzer from Siemens Healthcare 

Systems.

Statistical analyses

Statistical calculations were performed using IBM SPSS Statistics, ver. 24, (IBM Corp., 

Armonk, NY, USA). The Kolmogorov-Smirnov test was used for evaluation of the distribution 

of the results. The Mann Whitney U test or the unpaired t-test were used for between group 

comparisons. The results are presented as median (interquartile range) or mean ± SD, as 

appropriate. Association between variables was investigated using Spearman's rank-order 

correlation analysis. Stepwise regression analysis was used for evaluation of the significance of 

the variables associated with fibrin lysability. A p-value < 0.05 was considered statistically 

significant.

Ethical approval

The study was approved by the local ethics committee March 1, 2007 (approval number S-

20070020) and by the Danish Medicines Agency and all women gave written informed 

A
u
th

o
r 

M
a
n
u
s
c
ri
p
t



This article is protected by copyright. All rights reserved

consent. The trial was registered at www.clinicaltrials.gov (registration number NCT004515 

68).

RESULTS

Comparison between control women and women with PCOS

Among age, blood pressure and anthropometric measures only waist to hip ratio (WHR) was 

significantly different with higher measures in women with PCOS than controls (P<0.001), 

table 1. Inflammatory and hemostatic markers were comparable except CRP and TAFI with 

significantly higher concentrations in the women with PCOS (p=0.01). No significant 

differences between the groups were observed in the measures of fibrin lysability, fibrinogen, 

FXIII, plasminogen, plasmin inhibitor,PAI-1, and D-Dimer (p>0.05). Women with PCOS had 

similar estradiol levels (P=0.33), higher testosterone (P<0.001), and lower sex hormone binding 

globulin  concentrations (P=0.008), than controls 3, table 1. 

Correlation analyses

 In women with PCOS fibrin lysability correlated significantly with CFM (P <0.001), 

fibrinogen (P<0.001), CRP (P<0.001), FXIII (P = 0.004), WHR (P = 0.001), plasminogen 

(P<0.001), PAI-1 (P = 0.002), and plasmin inhibitor (P = 0.001), table 2. CFM correlated 

significantly with fibrinogen, CRP, FXIII, WHR, plasminogen, PAI-1, plasmin inhibitor, and 

TAFI (Spearman’s rho≥ 0.26, P< 0.02 for all variables) (data not shown). 

In the control group, fibrin lysability correlated significantly with CFM (P=0.001), fibrinogen 

(P = 0.005), FXIII (P= 0.004), and plasmin inhibitor (P = 0.02), table 2. CFM correlated 

significantly with PAI-1, plasmin inhibitor, FXIII, fibrinogen and CRP (Spearman’s rho ≥0.36, 

p ≤ 0.05 for all variables) (data not shown).

CFM and BMI were strongly correlated both in women with PCOS and in controls (r> 0.9) and 

BMI was therefore excluded from the stepwise regression analysis.

Stepwise regression analyses

In the PCOS group stepwise regression analyses with fibrin lysability as the dependent variable 

and CFM, fibrinogen, CRP, FXIII, WHR, plasminogen, PAI-1, plasmin inhibitor, and TAFI as 

independent variables demonstrated that fibrin lysability was significantly associated with CFM 
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(r2 = 0.34, P<0.001). Inclusion of fibrinogen increased the coefficient of determination (r2 = 

0.42, P<0.002), and also CRP contributed to the model (r2 = 0.46, P<0.01), demonstrating that 

CFM, fibrinogen and CRP accounted for 46% of the variance in fibrin lysability in women with 

PCOS, table 3. FXIII, WHR, plasminogen, PAI-1, plasmin inhibitor, and TAFI did not 

contribute significantly to the variance of fibrin lysability.

In the control group stepwise regression analysis with fibrin lysability as the dependent variable 

and CFM, fibrinogen, CRP, FXIII, PAI-1, and plasmin inhibitor as independent variables 

demonstrated that CFM was significantly associated with fibrin lysability (r2 = 0.28, P = 0.001), 

whereas the other factors did not contribute significantly to the model, table 3.

DISCUSSION

This study demonstrated that CFM and the plasma concentration of fibrinogen and CRP were 

significantly related to fibrin lysability in women with PCOS. In the control group only CFM 

was significantly associated with fibrin lysability. These results demonstrated that both central 

obesity and the inflammatory conditions characterizing women with PCOS contributed 

significantly to the fibrin lysability in this group of women.

We found comparable fibrin lysability and D-Dimer levels in women with PCOS and controls 

of similar age and BMI. Also the plasma concentration of fibrinogen, plasminogen, FXIII, PAI-

1 and plasmin inhibitor was comparable in women with PCOS and controls. These findings 

were supported by others 9, and suggested that PCOS per se does not influence the plasma 

levels of these hemostatic factors. Previous studies have demonstrated elevated TAFI levels in 

women with PCOS than in controls 4, and the present study confirmed this observation. 

The patients with PCOS and the controls included in the present study were comparable with 

respect to most anthropometric and biochemical measures. The concentration of CRP and 

WHR however, were higher in women with PCOS than in controls, in accordance with 

previous papers reporting increased central fat distribution and augmented inflammation 

characterizing women with PCOS 1,27. 

In the present study CRP and hemostatic factors were associated with both fibrin lysability and 

CFM. In order to investigate the potential confounding influence of hemostatic and 
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inflammatory factors on the association between fibrin lysability and CFM stepwise regression 

analysis was performed. Fibrinogen and CRP contributed significantly to the negative 

correlation between CFM and fibrin lysability observed in women with PCOS, suggesting that 

both CFM and inflammation contribute to the regulation of fibrin lysability in women with 

PCOS. A negative and significant correlation between CFM and fibrin lysability was observed 

in controls. The correlation was not significantly affected by other potential confounding 

factors, suggesting an independent effect of CFM on fibrin lysability in women without PCOS.

The results of the present study may be of particular interest in the ongoing discussion 

regarding the association between PCOS and CVD. Reduced fibrin lysability increases the risk 

of deep vein thrombosis and is also significantly associated with coronary artery disease as 

recently reviewed 11. Studies have demonstrated increased levels of cardiovascular risk markers 

28 and significant subclinical atherosclerosis in women with PCOS compared with healthy 

controls 29. The association between PCOS and CVD, however, is questioned in a recent review 

underscoring that the effect of PCOS on cardiovascular health is inconsistently reported, and 

more studies are needed to investigate the long-term impact of PCOS on cardiovascular risk in 

women 29,30. 

Strengths and limitations may apply in the present study. The potential association between 

CFM and fibrin lysability in women with PCOS has been addressed in previous studies 6,9,14. 

None of the studies, however, investigated hemostatic and inflammatory factors that may 

confound the association between fibrin lysability and CFM, and correction for the potential 

confounding effect of these factors was not performed.  Moreover, the number of participants 

included in the studies was small 6,9 or women with PCOS and controls were not comparable 

with respect to BMI 14 and fibrin clot lysis methods with low sensitivity towards the action of 

fibrinolytic inhibitors were employed 9.

The primary outcome of the original study was changes in area under the curve for insulin 

during two hours oral glucose tolerance test 23. Thus, a statistical type 2 error might be 

acknowledged. The cross-sectional design of the present study does not allow clinical 

conclusions. 

CONCLUSION
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Central obesity and inflammation in terms of fibrinogen and CRP are significant determinants 

of fibrin lysability in women with PCOS adding to the plethora of cardiovascular risk factors 

already characterizing overweight women with PCOS. Obese women with PCOS and 

augmented inflammation should be studied in more detail with respect to long term clinical 

outcome, in particular with respect to CVD.
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Table 1. Age and anthropometric measures, inflammatory and hemostatic markers, and sex 

hormones in women with polycystic ovary syndrome and control subjects.

Table 2. Correlations between fibrin lysability and anthropometric measures, hormonal, 

inflammatory, and hemostatic variables in women with polycystic ovary syndrome and in 

control subjects. Spearman’s rho and statistical significance (P) are presented. Significant 

correlations are indicated in bold.

Table 3. Stepwise regression analysis between fibrin lysability as dependent variable and 

central fat mass, fibrinogen, and C-reactive protein as independent variables in women with 

polycystic ovary syndrome and controls.

Figure 1. The biochemistry of fibrin clot lysis. Thrombin turns plasma fibrinogen into fibrin. 

Tissue plasminogen activator (tPA) subsequently activates fibrin bound plasminogen and the 

generated plasmin lyses fibrin. Plasminogen activator inhibitor I (PAI-1) regulates the process 

by inhibition of tPA. Coagulation factor XIII (FXIII) stabilizes fibrin and binds plasmin 

inhibitor to the clot impairing plasmin induced lysis. Thrombin activatable fibrinolysis inhibitor 

(TAFI) reduces the lysis of fibrin by removing lysine residues, which are prerequisite for 

binding of plasminogen to fibrin. 
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Table 1. Age and anthropometric measures, inflammatory and hemostatic markers, and sex hormones in 

women with polycystic ovary syndrome and control subjects. 

 Women with PCOS 

(n=90) 

Control subjects 

(n=35) 

 

P-value 

    

Age (y) 27.9 ± 4.7 26.8 ± 5.7 0.29 

 

Height (m) 

 

1.68 ± 0.07 

 

1.69 ± 0.06 

 

0.42 

 

Weight (kg) 

 

Systolic blood pressure (mmHg) 

 

Diastolic blood pressure (mmHg) 

 

73.0 (67.0 – 85.1) 

 

127 ( 118 – 135) 

 

82 (75 – 87) 

 

70.4 (67.0 – 81.0) 

 

124 (118 – 131) 

 

80 (71 – 86) 

 

0.36 

 

0.36 

 

0.49 

 

Body mass index (kg/m2) 

 

27.0 ± 4.6 

 

26.0 ± 4.9 

 

0.30 

 

Central fat mass (kg) 

 

12.5 ± 4.9 

 

11.7 ± 5.2 

 

0.45 

 

Waist/hip (1) 

 

Fibrin lysability (%) 

 

 

0.83 (0.77 – 0.87) 

 

22.9 ± 10.2 

 

 

0.72 (0.69 – 0.76) 

 

21.8 ± 8.8 

 

 

<0.001 

 

0.57 

 

Fibrinogen (g/L) 

 

3.2 ± 0.64 3.0 ± 0.44 0.051 

C-reactive protein (mg/L) 

 

Factor XIII (%) 

 

Plasminogen (%) 

 

PAI-1 (ng/mL) 

 

Plasmin inhibitor (%) 

 

1.0 (0.43 – 2.2) 

 

106 (96 – 119) 

 

95 ± 13.0 

 

16.8 (9.7 – 28.5) 

 

111 ± 9.2 

 

0.59 (0.29 – 1.23) 

 

108 (94 – 126) 

 

92 ± 11.8 

 

16.2 (10.0 – 25.3) 

 

108 ± 8.9 

 

0.01 

 

0.76 

 

0.29 

 

0.52 

 

0.06 
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TAFI (ug/mL) 

 

D-Dimer (ng/mL) 

8.7 ± 1.2 

 

175 (155 – 222) 

8.1 ± 1.1 

 

178 (156 – 221) 

0.01 

 

0.89 

 

Estradiol (nmol/L) 

 

Total testosterone (nmol/L) 

 

SHBG (nmol/L) 

 

0.28 (0.20 – 0.47) 

 

1.84 (1.36 – 2.69) 

 

49 (33 – 71) 

 

0.24 (0.19 – 0.35) 

 

1.25 (1.00 – 1.59) 

 

65 (51 – 79) 

 

0.33 

 

<0.001 

 

0.008 

 

Abbreviations: PAI-1; plasminogen activator inhibitor 1, PCOS; polycystic ovary syndrome, SHBG; sex hormone binding globulin, 

TAFI; thrombin activatable fibrinolysis inhibitor.  
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Table 2. Correlations between fibrin lysability and anthropometric measures, hormonal, inflammatory, and 

hemostatic variables in women with polycystic ovary syndrome and in control subjects. Spearman’s rho and 

statistical significance (P) are presented. Significant correlations are indicated in bold. 

 Women with PCOS  

(n=90) 

Control subjects  

(n=35) 

 

Central fat mass (kg) 

 

Fibrinogen (g/L) 

 

C-reactive protein (mg/L) 

 

 

rho =-0.61, P < 0.001 

 

rho = -0.58, P  < 0.001 

 

rho = -0.45, P < 0.001 

 

rho = -0.55, P = 0.001 

 

rho = -0.47, P = 0.005 

 

rho = -0.18, P = 0.31 

 

Waist/ hip (1) rho= -0.35, P = 0.001 rho = 0.001, P = 0.96 

 

Coagulation factor XIII (%) 

 

 

rho = -0.31, P = 0.004 

 

rho = -0.49, P = 0.003 

Plasminogen (%) 

 

Plasminogen activator inhibitor 1 (ng/mL) 

 

rho = -0.38, P < 0.001 

 

rho = -0.33, P = 0.002 

rho = -0.27, P = 0.12 

 

rho = 0.12, P = 0.49 

Plasmin inhibitor (%) rho = -0.35, P = 0.001 rho = -0.39, P = 0.02 

   

TAFI (ug/mL) 

 

D-Dimer (ng/mL) 

 

rho = -0.17, P = 0.12 

 

rho = 0.09, P = 0.44 

rho = -0.18, P = 0.92 

 

rho = -0.002, P = 0.99 

Testosterone (nmol/L) 

 

rho = 0.04, P = 0.71 rho = 0.07, P = 0.70 

Sex hormone binding globulin (nmol/L) 

 

rho = 0.16, P = 0.14 rho = 0.08, P = 0.64 

Estradiol (nmol/L) 

 

rho = 0.07, P = 0.52 rho = 0.04, P = 0.81 

Abbreviations: PCOS; polycystic ovary syndrome, TAFI; thrombin activatable fibrinolysis inhibitor.  
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Table 3. Stepwise regression analysis between fibrin lysability as dependent variable and central fat mass, 

fibrinogen, and C-reactive protein as independent variables in women with polycystic ovary syndrome and 

controls. 

 Women with PCOS (n=90) Controls (n=35) 

  

R2 

 

Beta (CI) 

 

P-value 

 

R2 

 

Beta (CI) 

 

P-value 

 

Constant 

CFM (kg) 

 

 

0.34 

 

38.0 

-1.21 (-1.58, -0.85) 

 

<0.001 

<0.001 

 

 

0.28 

 

32.6 

-0.93 (-1.44, -0.41) 

 

<0.001 

0.001 

 

Constant 

CFM (kg)   

Fibrinogen (g/L) 

 

 

 

0.42 

 

50.0 

-0.89 (-1.3, -0.49) 

-4.9 (-8.0, -1.8) 

 

<0.001 

<0.001 

0.002 

   

 

Constant 

CFM (kg) 

Fibrinogen (g/L) 

CRP (mg/L) 

 

 

 

 

0.46 

 

 

58.3 

-0.88 (-1.3, -0.49) 

-8.0 (-11.8, -4.2) 

0.79 (0.17, 1.4) 

 

 

<0.001 

<0.001 

<0.001 

0.01 

   

Abbreviations: CFM, central fat mass;  CI, confidence interval; CRP, C-reactive protein; PCOS, polycystic 

ovary syndrome. 
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