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[ Abstract] Background At present, coagulation factor XI (F XI) and coagulation factor XI (F XII ) are known
to be related to deep vein thrombosis, a common cause of acute pulmonary embolism ( APE ) .However, the mechanism of F XI
and F XIl in the the occurrence, development and anticoagulant therapy of APE are still unclear and there are few related studies.
Objective To investigate the relationship between F XI, F X[l and severity of APE and its mechanism.Methods 45 patients
with APE in the First Affiliated Hospital of Xi” an Jiaotong University from 2018 to 2019 were selected, and all patients were
given warfarin for anticoagulant therapy.Plasma levels of D-D, F XI, F XIl and PESI grade were compared before treatment and 2,
4, 6 days after treatment, the plasma levels of F XI and F Xl in APE patients with different PESI grades before treatment were
compared. Pearson correlation analysis was used to analyze the correlation between plasma levels of F XI, F Xl and pulmonary
artery occlusion index in APE before treatment.Results Plasma levels of D-D, F XI, F XIIl in APE patients at 6 days after

treatment were lower than those before treatment, and 2, 4 days after treatment, and the PESI grade was better than that before
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treatment, and 2 days after treatment ( P<0.05) ; plasma levels of D-D, F XI, F XIl in APE patients at 4 days after treatment
were lower than those before treatment, and 2 days after treatment , and the PESI was better than that before treatment( P<0.05 );

plasma levels of D-D, F XI, F XIl in APE patients at 2 days after treatment were lower than those before treatment ( P<0.05) .
Plasma levels of F XI, F XIl in APE patients with PESI grade V were higher than those in patients with PESI grade I ~ IV before
treatment ( P<0.05) ; plasma levels of F XI, F XI in APE patients with PESI grade
patients with PESI grade I ~ IV before treatment ( P<0.05) ; plasma level of F XIl in APE patients with PESI grade II was
higher than that in patients with PESI grade [ before treatment ( P<0.05 ) .Pearson correlation analysis showed that, plasma

IT and IV were higher than those in

levels of F XI (r=0.762) , F Xl (r=0.837) were significantly positively correlated with the pulmonary artery occlusion index
in patients with APE before treatment ( P<0.001 ) .Conclusion The activity of F XI, F XI are positively correlated with the
severity of disease in patients with APE, and anticoagulant therapy can effectively reduce the impact of activity of F XI, F Xl on

thrombosis in patients with APE.
[ Key words ]

index; Pulmonary embolism severity degree
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RARAE AR, (B H AR AL i R e B BEI 1
XII ( coagulation factor XI, F XIU) 1 Jhy 5 1 £ fish i 75 1) B 44
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B R XT (coagulation factor XI, F XI') DUJJ2 455 Py U5 k&
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PORLTERE . HERRPRE: (1) S ENTEIIREA 4 T EE G,
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flEHBUBE . ERRZSYNGRITHE . (3) SIFEEME kR
Wi (4) GIFBEM AR SUMR RGP & (5) &
HRINEFLIIA LG (6 )BEA 22 ANGIT B ARIRIT 1 4,
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TALAEE 53 % 0 ARWFIE AV 4SS K AE S — M E BE B R 24
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ZRA G X (P<0.05 ) APE SB# 1675 2 d 1913 D-D .
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Table 2 Comparison of plasma levels of F XI and F XIl in APE patients

with different PESI grades before treatment

PESI 7344 ik FXI FXI
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& 12 84.53 +2.89" 80.35 = 2.75"
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PH <0.001 <0.001
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‘P<0.05; HIVIAE:, ‘P<0.05
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Figure 1 Scatter plot of relationship between plasma level of F XI and

pulmonary artery occlusion index in patients with APE before treatment
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Figure 2 Scatter plot of relationship between plasma level of F Xl and

pulmonary artery occlusion index in patients with APE before treatment
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Table 1 Comparison of plasma levels of D-D, F XI, F XII and PESI grade at different time of treatment in patients with APE

PESI %% (n (%) ]

i ~ D-D ) )
(x+s, mgL) (xxs, %) (x£s, %) 14 % I V%% V24
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PAE <0.001 <0.001 <0.001 <0.001
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F XI = &1 7 X0, PESI= ik 58 ™ g Fa 5k
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