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Study on the Mechanism of Yangyin Runmu Pills in the Treatment of Rabbit with
Dry Eye Based on p38 MAPK Signaling Pathway
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(Abstract] Objective To explore the mechanism of Yangyin Runmu Pills in the treatment of rabbit model with dry eye
based on p38 MAPK signaling pathway. Methods Dry eye rabbit models were established by subcutaneous injection of
scopolamine hydrobromide. According to random number table method, they were divided into model group, p38 inhibitor group,
positive medicine (Qiju Dihuang Pills) group, low, medium and high dose Yangyin Runmu Pills groups, and normal group
without modeling, 6 rabbits/group. After 2 weeks of continuous intervention, lacrimal secretion volume, pathological morphology of
lacrimal gland, expression of apoptotic cells in lacrimal gland tissue, as well as expressions of p38 MAPK, Bax and Bel-2 protein
and mRNA in lacrimal gland tissue were detected. Results In the Yangyin Runmu Pills groups and the positive medicine group,
the lacrimal secretion volume was increased, the apoptosis of lacrimal gland cells was inhibited, the expressions of p38 MAPK, Bax
protein and mRNA were down-regulated, and the expression levels of Bel-2 protein and mRNA were up-regulated, which were
significantly different from those in the model group (P<0.05). Conclusion Yangyin Runmu Pills can improve the apoptosis of dry
eye lacrimal gland cells by correcting the imbalance of Bax/Bel-2, thereby alleviating the damage of lacrimal gland cells and
restoring the metabolic function of lacrimal gland cells, and it is closely related to the regulation of p38 MAPK, which may be one
of the important mechanisms in the treatment of dry eye.
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