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Beta 2 glycoprotein (2GPI) is a serum component 
required for binding of anticardiolipin antibodies in 
ELISA test. It is a plasma protein which binds nega
tive phospholipids and inhibits both the contact phase 
of internal coagulation cascade and protrombine activ
ity of platelets [1]. It is present in plasma of healthy 
individuals in a concentration of 200-300 /miol/l. In 
this paper we present causuistics of a 20 years old pa
tient with lupus anticoagulans (LA) and anticardio
lipin antibodies (АСА) with fluctuant level of beta 
2GPL 

Lupus anticoagulans and anticardiolipin antibod
ies are clinicaly relevant for their linkage with trom
bosis. Beta 2 glycoprotein was described as a cofactor 
required for binding of antiphospholipid antibodies to 
phospholipids [2]. It is a protein with Mr — 50 kD 
present also in normal plasma. Beta 2GPI may play a 
regulatory role in the system of protein С through in
hibition of interaction between protein С and C4b-BP 
It has 5 domains, the fifth of which contains the bind
ing site for phospholipids. APO H is an alternative 
name for beta 2GPI since at least for 40% is bound to 
lipoproteins. 

We have repeatedly examined a patient with al
ready diagnosed LA and АСА. Those results were 
proved in our laboratory and are presented in chrono
logical manner (result not shown). In addition, we 
have also examined tumor markers CA 19-9 and CA 
15-3 for their supposed cross-reactivity with phospho
lipids. We have found a dymanic character of beta 
2GPI levels depending on the clinical state and ther
apy. Decreased beta 2GPI was found also by treat
ment of Anopyrin alone. After trombotic episode and 
subsequent anticoagulant and antisupressive therapy 

the level of beta 2GPI was normalized. This result 
suggests that either autoantibodies to beta 2GPI are 
formed or 2GPI binds to platelets surface and its sub
sequent consumtion in trombosis occurs. By means of 
immunosupressive therapy its concetration seemingly 
decreased and beta 2GPI was demasked and accesible 
for binding at its detection by agglutination method 
with microlatex beads [3]. 

Requirement of beta 2GPI apparently discrimates 
between cases with anticardiolipin antibodies in au
toimmune diseases and antiphospholipid syndrome 
and other cases such as syphilis and other infectious 
diseases in which anticardiolipin antibodies are bound 
to cardiolipin in the absence of beta 2GPI or even pres
ence of this protein inhibits the binding. This differ
entiation of antigenic specificity explains why autoim
mune type of anticardiolipin antibodies is in one side 
linked to LA and trombosis, loss of fetus and on the 
other side the anticardiolipin antibodies linked with 
syphilis are not connected with trombosis. It is known 
that beta 2 GPI inhibits factor XII and prekallikrein 
activity on the anionic surfaces of phospholipids. Anti-
beta 2GPI can increase this inhibitory activity by the 
increase of beta 2 GPI binding to phospholipids or by 
remodelation of phospholipids shape from bilayer to 
hexagonal orientation. 
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