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Frequency of inherited thrombophilias among unselected patients
with venous thromﬁ@@oolism (VTE).
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-ﬁ"ﬁ"% Leiden G20210A deficiency defiﬂ
AguEdsians 18.8% 7.1% @%‘@.

% 2.3% @gﬁﬁ’
> Asians 0 0 &P 107-178%  89-107% > 47-81%

Frequency of inherited throm bophﬁ,i)as among healthy subjects.
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. )2
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Sarah K. Muellner; Elliott R. Haut; Michael B. Streiff, et al. ABO blood group as a potential risk fa@ﬂ%
acutely injured patients. Prepublished online: November 23, 2010.
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Author, year Conclusion

Bick et al. 1969

{SE) bofissn patients in the US, Sweden, and England.

This differentiation was even mone pronounced in

cy, and the puerperivm.
Talbot e al. 1970

(64) VTE than those with non-0 type blood.
Kaoster et al. 1995 Mon-0 blood group and high concentrations. of wWWF
(& and factar VIE are risk factoes for VTE in patients

diagnosed with thes ferst VTE.

The risk for VTE is higher in mon-0 than O blood
groups and a 2-Told inorease in this relative risk
factor is chserved in presence of other identified
risk factors f-u-e;h as oral contraception or factory

Robert, Eschwrege 2004
(&7}

Schieef et al. 2004
L]

Morelli et al_ -:.;.'J-
=5}

wated with ABD blood group baus
netor status. Spedfically A1A1, ATE O1A1,
B haxd higher cistributions in VTE patients
ptereas 101, 0102, and O1AZ did now

People with the blood group allefes A1 and B have
a two-Fold increased risk of deseloping first WTE in
factor W Lesden camiers.

Type O blood was undesrepresented in thromboem-

woemsen taking oral contraceptives, during phegnan-

Individuals of blood group O are less apt o develop

(G5}
s
]

&

Chira et al. 2007

£

enous thromboembolism in

the A, allele, are independent risk Eactors for VTE
VTE nisk is assockated more with the O phenotype
than with the O alizle,

Only the non-0 blood groap infleenced the rick of
thrombosis in factor VW Leiden homozygotes, Other
polyrmorphismns did not incease WTE risk in these
patients,

Participants. with non-O blood type had a 1.64-fold

Tirado &1 al%ﬁ Factor Wil lewels and non-O blood groups, probalshy

5 2006

[&E) Figher age adjusted risk of VTE than participants
with O blood type. This higher risk remained ewen
after adjustment for factor VIN lkevel and other co-
wanaies,

Wi et al. 2008 A greater theombotic sk was observed in people

[BE} with the least H antigen exgpeession,

Ketch et al. 2008

Patients with non-0 blood have higher rates of VTE

S} ugron presentation with a myocandeal infarction,
Minano et al, 2008 HNog-gebood group inaeases the risk and sevesity
&2} ) ke thromibeosis in carriers of prothrombotic

ngqirrs etal 2

=10

orp hisames.,
Thrombotic risk increased with the presence of
lhe.-!d and B alleles and haplotype resulits werne
consistent with the diplotype resulis
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Mﬁlang Ho-Young Yhim; Jeong-Ok Lee, et al. ABO blood types aﬁ@ ted with risk of idiopathic venous throm oI|sm in the
%ﬁfg n population. A report from the Korean Venous Thromboe Working Party (KVTEWP). Prepublished arch 8, 2012
\
Table 1: The risk of venous thromboembolism ( VTE)W to the ABO blood type.
ABO blood Controls, Idiopathic VTE, "OR (95% Cl) DVT only, OR (95% Cl) BE =DV OR (95% ClI)
type n=1,120 (%) n=280 (%) n=133 (%) n=147 (%)
0O (Reference) 314 (28.0) 39 (13.9) 1.00 20 (15.0) 1.00 19(12.9) 1.00
Non-O 806 (72.0) 241 (86.1) 2.44 113 (85.0) 2.23 128 (87.1) 202 =
(1.69-3.52) (1.36 — 3.66) (1.64 —4.49) ‘61‘115'
A % 383 (34.2) 117 (41.8) 2.46 51 (38.3) 23 66 (44.9) JEE N ﬁ
ﬁ@'— (1.66 — 3.65) (1.24-3.67) (1.7
eﬁs& 297 (26.5) 82 (29.3) 2.23 38 (28.6) 2.02 4 (29.9) @'
%‘, (1.47 —3.38) (1.14-3.59) ﬁﬁ (1.46 — 4.55)
% 126 (11.2) 42 (15.0) 2.77 24 (18.0) 3.12 @ 259
(1.69 - 4.52) (1.64 -5.92) o (1.29-5.19)

: venous thromboembolism, OR: odds ratio, CI: confidence interﬂ

usted by age, sex, body mass index, sw&

efes mellitus, and hypertension.
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tients (HR 7.65 95% CI 2.16-27.2), while the risk in SAP patients

was slightly lower (HR 4.05 95% CI 0.88-18.7). Higher VWE:Ag .
£ levels were also significantly associated with a higher incidence of @:ﬁ_ﬁ?ﬁ'
?3-."{1?]7‘—- MACE in ACS patients (HR 4.14, 95% CI 1.47-11.6, p=0.007), but 5‘5“%
fe P p %‘@;
%@’ not in patients with SAP (HR 1.31, 95% CI 0.52-3.29, p=0.57) f{%
%’%“ (> Table 3, »>Figure 4). Additional adjustment for plaque burd Ao
did not change the results. @‘5’
2

Michelle A. H. Sonneveld, et al. Von Willebrand factor in relation @g‘@ary plaque characteristics and car ar outcome, 2015, Throm Haemo.
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0.38-0.99, p=0.047). The vVWF/ADAMTS13-ratio, determined 24 #:,‘i?)j_%
%?\‘F{? h after CV, showed comparable results (HR: 1.04, 95%CI 553%;}?:'
ﬁ‘@ﬁr 1.00-1.09, p=0.051). Accordingly, the analysis of tertiles of the %‘@:
=N vWEF/ADAMTS13-ratio also showed a significantly increased risk f{%
%;‘%f of recurrence of AF with higher ratios (HR: 1.56,95%CI 1.09-2.23, gﬁﬁi’}"
&
(0]

Matthias K. Freynhofer, et al. Levels of von Willebrand factor and ADAMTS13 determine clinical outcome after cardi ﬁﬁ r atrial fibrillation. Throm Haemo, 2011,425-
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