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Study on the therapeutic effect of pachymic acid on regulating IL-6/JAK2/STAT3
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Abstract: Objective To analyze the role of pachymic acid in regulating the interleukin (I11.)-6/tyrosine ki-
nase 2 (JAK2)/signal transducer and activator of transcription 3 (STAT3) signaling pathway in the treatment
of Mycoplasma pneumoniae pneumonia (MPP) mice. Methods Sixty mice were randomly divided into control
(CK) group,model group,low-dose pachymic acid group,high-dose pachymic acid group,high-dose pachymic
acid+ Colivelin (JAK2 activator) group,and Fedratinib (JAK2 inhibitor) group according to a random number
table. Blood gas analyzer was used to detect in arterial blood partial pressure of oxygen (PaQ,) and partial
pressure of carbon dioxide (PaCQ,) and calculates oxygenation index (OI). The wet/dry (W/D) ratio of lung
tissue was detected. Enzyme linked immunosorbent assay was used to detect the levels of tumor necrosis fac-
tor-a (TNF-a),I1L-10 and IL.-18 in lung tissue. Hematoxylin-eosin (HE) staining was used to observe patho-
logical damage in lung tissue. Apoptosis in lung tissue cells was detected using in situ end labeling (TUNEL)
staining. Western blot was used to detect the protein expression levels of Bax,Bcl-2,1L.-6, p-JAK2/JAK2, p-
STAT3/STAT3 in mouse lung tissue. Results The lung tissue morphology and structure of the CK group
mice were normal. Compared with the CK group,the lung tissue structure of the model group mice was signif-

icantly disrupted,and the levels of PaCO, in arterial blood, lung tissue W/D ratio, TNF-a, IL-18, apoptosis
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rate, Bax, IL-6, p-JAK2/JAK2 and p-STAT3/STAT3 protein expression levels increased significantly. The
levels of PaO,, OI, lung tissue 1L.-10 and Bcl-2 protein expression in the blood decreased significantly, the
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differences were statistically significant (P <Z0. 05). Compared with the model group,the low-dose pachymic
acid group,high-dose phchymic acid group and Fedratinib group showed improvement in lung tissue morphol-
ogy in mice. The levels of PaCO, in arterial blood,lung tissue W/D ratio, TNF-a,IL-18,apoptosis rate,Bax,
I1L-6,p-JAK2/JAK2 and p-STATS3 protein expression levels reduced significantly, while the levels of PaO,,OI
in arterial blood,lung tissue 1L.-10 and Bcl-2 protein expression levels increased significantly, the differences
were statistically significant (P <C0. 05). Conclusion Fuling acid can reduce the inflammatory response and

cell apoptosis in the lung tissue of MPP mice,improve lung tissue function,and may be related to the inhibi-

tion of the 1L-6/JAK2/STAT3 signaling pathway.
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