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Levels of Apelin-13,PTX-3 and GDF-15 in patients with acute pulmonary
embolism and their correlation with prognosis”
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Abstract : Objective To investigate the levels of endogenous ligand-13 (Apelin-13) , pentraxin-3 (PTX-3),
growth differentiation factor-15 (GDF-15) in the patients with acute pulmonary embolism (APE) and their
correlation with the prognosis of the patients. Methods One hundred and eighty-eight patients with APE in
Danyang Municipal People’s Hospital from February 2019 to February 2021 were selected as the observation
group and divided into the survival subgroup and death subgroup according to the clinical outcomes. Contem-
poraneous 72 healthy subjects undergoing the physical examination were selected as the control group. The
levels of Apelin-13,PTX-3 and GDF-15 were detected by enzyme-linked immunosorbent assay (ELISA),and
the correlation between the levels of Apelin-13, PTX-3 and GDF-15 and the prognosis of the patients with
APE,and their diagnostic value for APE was analyzed. Results Compared with the control group,the levels
of Apelin-13,PTX-3 and GDF-15 in the observation group were increased (P<(0. 05). The levels of Apelin-13,
PTX-3 and GDF-15 were elevated with the increase of disease severity,and the differences were statistically
significant (P<C0. 05). Compared with the death group,the levels of Apelin-13,PTX-3 and GDF-15 in the sur-
vival group were lower (P<C0. 05). The positive correlation existed between Apelin-13 and PTX-3 (»=0. 230,
P =0.026) ;the positive correlation existed between Apelin-13 and GDF-15 (+=0. 312, P =0. 002) ; the posi-

x  BEETB . LHEMHERE R TRT H (YSHL0803-13) .,
EEE N EB & BRI EEMHERBRITR. © BEEEE.E-mail:plih5936@21cn, com,
A3 A& EW . FE ML Apelin-13 ,PTX-3,GDF-15 1£ 2 P i 1 58 58 % i 7K S B 45 BE B9 40 6 vk g [T, [ B 46 06 B 25 2
2022,43(4) :455-459.



e 456 EFMakE¥AE 202242 % 43%% 48 Int ] Lab Med,February 2022, Vol. 43,No. 4

tive correlation existed between PTX-3 and GDF-15 (»=0. 291, P =0. 004). Compared with Apelin-13,PTX-3
and GDF-15 single detection, the 3-item combined detection had the higher diagnostic value for APE (P <<

0. 05). Conclusion

Apelin-13, PTX-3 and GDF-15 are highly expressed in the serum of the patients with

APE,which participate in the occurrence and development of the disease,and their combined detection has

higher diagnostic value for APE.
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P AL BERN 34T . A5G IESSMTH R TR 2 £ &
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