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Abstract Objective: To investigate the dynamic changes and clinical significance of lipid metabolism in elder-
ly patients with severe pneumonia(SP) before and after oxygen therapy, and provide experience guidance for clini-
cal treatment and prognosis improvement of SP. Methods: The clinical data of 150 elderly patients treated with SP
oxygen therapy in our hospital from January 2019 to September 2022 were retrospectively analyzed. They were di-
vided into survival group(n=298) and death group(n =52) according to the 28 day prognosis after admission. The
clinical data of patients in the two groups were collected, and the lipid metabolism indexes (total cholesterol [ TC],
triglyceride[ TG ], high-density lipoprotein cholesterol[ HDL-C], low-density lipoprotein cholesterol [ LDL-C ],
apolipoprotein A1[ ApoAl]) before oxygen therapy(T0), oxygen therapy 1 d(T1), and oxygen therapy 3 d(T2)
were counted, and the fluctuation of lipid metabolism indexes before and after oxygen therapy in elderly SP pa-
tients was calculated. Results: The levels of serum TC, TG and LDL-C at TO, T1 and T2 in the death group were
higher than those in the survival group, and the level of HDL-C, ApoAl was lower than that in the survival
group, with a statistical significant difference (P <C0.05). The fluctuation indexes of serum TC, TG, HDL-C,
LDL-C, ApoAl in the death group were higher than those in the survival group, with a statistical significant
difference(P<C0. 05). Pearson correlation test showed that TC. TG, HDL-C, LDL-C and ApoAl were positively
correlated(»>>0, P<C0. 05). Multivariate Cox regression analysis showed that large fluctuation of serum TG was
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a risk factor for death of elderly SP patients during oxygen therapy(HR>1, P <{0.05). The ROC curve was
drawn, and the AUC of serum TC, TG, HDL-C, LDL-C, ApoAl fluctuation indicators for the assessment of

mortality of elderly SP patients during oxygen therapy was greater than 0. 7, with a good evaluation value. Conclu-

sion: The risk of death of elderly SP patients might be related to the fluctuation of lipid metabolism indexes before

and after oxygen therapy. Patients with large fluctuations of lipid metabolism indexes before and after oxygen

therapy might had a higher risk of death, and the fluctuation of lipid metabolism before and after oxygen therapy

might had a good evaluation value for the risk of death of elderly SP patients, which could be used as a biological

indicator for clinical evaluation and improving the prognosis of elderly SP patients.
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