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So in these cases, the prevention of thrombosis is more 
cost - effective compared with the cost of treatment of a 
possible thromboembolic episode.

Regarding the second reason, most studies do not 
support the concern that asymptomatic relatives are at 
risk of psychological distress as a consequence of throm-
bophilia screening14,16. So, in this study, we tried to inves-
tigate the value of thrombophilia testing in individuals of 
high - suspicion thrombophilia due to familial history of 
thromboembolism, focusing on the prevalence of posi-
tive thrombophilia tests.

The third reason does not exist in our study group 
because the frequencies of all thrombophilia traits, except 
protein S deficiency (for which no cases were disclosed), 
prothrombin G20210A gene variation and elevated factor 
VIII activity, were higher than expected in the general 
population. The total percentage of existence of throm-
bophilic factor was found 48.5%, while within group B 
was found 62.5%. Most studies focus on patients with 
history of thromboembolism, so their results cannot be 
compared with our study group which is consisted of in-
dividuals with no history of thromboembolism. We were 
able to find only the study of Calhoon et al, which was 
performed in a children population without personal his-
tory of thromboembolism. The observed prevalence of 
individual thrombophilia traits in that study was higher 
than ours, but the authors declared that the observed 
prevalence in their study group may have been overes-
timated because of the potential for referral bias of pa-
tients most likely to have underlying thrombophilia. At 
the same time, the potential for this bias was minimized 
by the fact that the indication (albeit consensus-based) 
for screening in all children was the presence of a first- or 
second-degree family history of early thromboembolism, 
rather than heterogeneous reasons for screening17.

Additionally, there are some people that already 
have one acquired thrombophilic factor e.g. pregnancy, 

women taking oral contraception etc. These people are 
at increased risk of venous thromboembolism if inherited 
thrombophilia coexist. Because screening for inherited 
thrombophilias with laboratory tests is impractical, some 
recommend eliciting a family history of  thromboembo-
lism, which might identify persons with inherited throm-
bophilia, in order to receive anticoagulant treatment. 
However, the published literature provides no support 
for using family history to predict thrombophilia1,8,18,19. In 
these populations, the high prevalence of thrombophilia, 
as determined here, in young individuals with a family 
history of thromboembolism, reinforces the importance 
for screening for thrombophilia if family history risk fac-
tors exist.

Therefore, we propose an extensive laboratory throm-
bophilia screening when a family history of thromboem-
bolism has been recorded especially when it concerns both 
parents and/or their family members and even more when 
one or more acquired thrombophilic factors coexist.
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Thrombophilia
factors

n Medians Ranges

Prevalence (%)

Study 
population

General 
population*

↓ ATII 1 72% 1.47 0.02 - 0.046

↓ PC 1 67% 1.47 0.2 - 0.56

↓ PS 0 0 0.1 - 16

↓ APC-V normalized 
ratio 9 0.68 0.62 - 0.72% 13 3 - 76

(+) FII G20210A 2 2.9 1 - 37

↑ Homocysteine 10 13.7 μmol/l 12.1 - 36.7 μmol/l 14.7 118

↑ FVIII 8 171% 158 - 221% 11.8 117

↓ FXII 4 43.5% 38 - 53% 5.9 1.5 - 39

*: Among Caucasians, ATIII: Antithrombin III, PC: Protein C, PS: protein S, APC-V: Resistance to activated PC caused by the Factor V 
Leiden, FII/FVIII/FXII: Coagulation factors FII/FVIII/FXII.

Table 1: Medians and observed ranges of thrombophilia factors in the study group (68 individuals) and prevalence of throm-
bophilia factors, by type, in the study group and in the general population.




