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Study of Leptin Promoted on the Proliferation of Rat Airway Smooth Muscle Cells under Hypoxia by
Upregulating the expression of HIF-10./ NF-kB

SHI Rui-rui', ZHU Jie-chen’
(1. Puyang People's Hospitol, Henan Puyang 457000, 2. The Affiliated Hospitol of Xuzhou Medical University, Jiangsu
Xuzhou 221000)

(Abstract)  Objective To investigate the expression of leptin on hypoxia-inducing factor-1o (HIF-1a)/nuclear factor-kappa B
(NF-kB) in rat airway smooth muscle cells (ASMCs) under hypoxia condition and its effect on cell proliferation. Methods Rat
ASMLs were cultured in vitro, the cells were divided into hypoxia group, leptin + hypoxia group (L200 group), leptin + hypoxia +
HIF-1a inhibitor group (2ME2 group), leptin + hypoxia + NF-«xB inhibitor group (PDTC group) Leptin + hypoxia + HIF-1a inhibitor +
NF-«B inhibitor group (2ME2 + PDTC group) according to random number table method. After incubation for 24 h, the cell
proliferation rate was detected by CCK-8 method, and the expressions of HIF-1a and NF-«kB protein and mRNA were detected by
Western blot and real-time polymerase chain reaction (PCR). Results The protein and mRNA expressions of HIF-1a and NF-xB
in L200 group were increased compared with that in hypoxia group. Compared with L200, the protein and mRNA expressions of
HIF-1a and NF-«xB in 2ME2, PDTC and 2ME2 + PDTC groups were decreased, and the decreases were most significant in 2ME2 +
PDTC group, the differences were statistiacally signficiant (P < 0.01). Cell proliferation in L200 group was significantly higher than
that in hypoxia group. Compared with L.200, cell proliferation in 2ME2, PDTC and 2ME2 + PDTC groups was decreased, and the
decrease was more significant in 2ME2 + PDTC group. The cell proliferation of 2ME2 + PDTC group was decreased compared with
hypoxia group, and the differences were statistically significant (P < 0.01). Conclusion Leptin can promote the proliferation of
airway smooth muscle cells by partially activating the expression of HIF-10/NF-kB, thus playing a certain role in the formation of
airway remodeling.
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Clinical Study of Moxifloxacin Sequential Therapy in Elderly Patients with Bacterial Pneumonia

LIN Guo-sheng, LIN Qun-ying, FANG Li-jun, ZHANG Mei-yi, WU Liang-ning
(Affiliated Hospital of Putian University, Fujian Putian 351100)

(Abstract)  Objective To investigate the effect of moxifloxacin sequential therapy on the positive rate of next-generation
sequencing (NGS) and clinical indicators in elderly patients with bacterial pneumonia. Methods A total of 98 elderly patients with
bacterial pneumonia treated in the Affiliated Hospital of Putian University from January 2020 to January 2022 were retrospectively
analyzed. According to the treatment regimen, they were divided into group A and group B, with 49 cases in each group. Patients in
group A were treated with cephalosporins, and patients in group B were treated with moxifloxacin. The positive rate of NGS before
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