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Correlation between the levels of serum NSE and 1,25-(OH),D; and the risk of
pneumoconiosis and pulmonary inflammation”
YANG Mingzing s DONG Wen” ,LI Ji
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Abstract: Objective  To analyze the correlation between the levels of serum neuron specific enolase
(NSE), 1, 25-dihydroxyvitamin D3 [1,25-(OH),D, ] and the risk of pneumoconiosis and pulmonary inflam-
mation. Methods Totally 129 patients with pneumoconiosis treated in the hospital from January 2018 to June
2021 were selected as the observation group and 100 healthy people as the control group. The levels of NSE
and 1,25-(OH),D, in serum were detected by chemiluminescence method. The levels of serum C-reactive pro-
tein (CRP) ,interleukin (IL)-8 and tumor necrosis factor-a(TNF-a) were detected. Spearman correlation test
was used to analyze the correlation between the expression of NSE and 1,25-COH),D; and the pathogenesis of
pneumoconiosis. Linear regression model was used to analyze the relationship between NSE,1,25-(OH),D,
and pulmonary inflammatory factors. Results The level of NSE in the observation group was significantly
higher than that in the control group(P<C0. 05) ,and the level of 1,25-COH),D, was significantly lower than
that in the control group (P<C0. 05). Serum CRP,I1L-8 and TNF-a in the observation group were significantly
higher than those in the control group (P <C0. 05). NSE was positively correlated with the pathogenesis of
pneumoconiosis (r=20. 619, P<C0. 05) ,and the expression of 1,25-COH),D, was negatively correlated with
the pathogenesis of pneumoconiosis (r=—0. 632, P<C0. 05). There was a significant positive correlation be-
tween NSE patients and pulmonary inflammatory factors (+=0.989—0. 993, P <C0. 05) ,and there was a sig-
nificant negative correlation between 1, 25-COH),D; and pulmonary inflammatory factors (r = —0.992—
—0.989,P<C0.05). Conclusion The levels of serum NSE and 1,25-COH),D; are significantly correlated with
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the risk of pneumoconiosis and pulmonary inflammation.
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