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Correlation between serum neurotrophin receptor P75 level and prognosis in patients with myocardial infarction
HU Wei, LI Peng, LI Rui* , YI Ri-xia, LI Ping, JIN Xiu, WANG Qi. Xiaogan Hospital Affiliated to Wuhan University of Sci-
ence and Technology, Xiaogan 432000 , China

Abstract Objective: To investigate the prognostic value of serum neurotrophin receptor P75 (P75NTR) after myocar-
dial infarction. Methods: 110 patients with chronic heart failure after myocardial infarction were selected as observation
group. In addition, 110 patients with myocardial infarction and no chronic heart failure admitted to our hospital were selected
as the control group. The serum levels of P7SNTR in the two groups were detected by ELISA. The cardiac function-related
indexes in the two groups were measured by echocardiography. Correlation analysis was performed by Pearson analysis. Re-
sults; Serum P75NTR levels in the observation group were significantly higher than those in the control group [ (12.76 +
2.57) vs (9.68 £2.23)ng/mL (P <0.05) ]. The left ventricular ejection fraction (LVEF) was significantly lower in the
observation group than in the control group [ (41.86 £5.23)% vs (48.73 £7.24)% , P <0.05) ]. The left ventricular
end-diastolic diameter (LVEDD) was significantly greater in the observation group than in the control group [ (61.96 *
6.93) vs (58.03 £4.85)mm, P <0.05)]. The difference in serum P75NTR levels, left ventricular fractional shortening
(FS) , LVEDD and left atrial diameter (LAD) was statistically significant in patients with chronic heart failure after LVEF
decline (LVEF<40% ) and retention (LVEF >40% ) after myocardial infarction (P <0.05). In the observation group, the
serum P75NTR level was negatively correlated with LVEF and left ventricular FS (P <0.05) , and positively correlated with
LVEDD and LAD (P <0.05). There was no significant correlation between serum P7SNTR level and cardiac function in the
control group (P >0.05). Conclusion: The expression of PZSNTR in serum of myocardial infarction patients with poor prog-
nosis is increased, which is related to the cardiac function of patients. It plays an important role in clinical evaluation of the
illness condition of these patients.
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