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and migration of HaCaT cells via the STAT3/Survivin pathway
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(Abstract] Objective To explore the mechanism by which Yinxieping Pill (YXPP)-containing serum inhibits the signal
transducer and activator of transcription3 (STAT3)Survivin signaling pathway in neutrophil extracellular traps (NETSs) —induced
proliferation and migration of HaCaT cells. Methods NETs were isolated from the peripheral venous blood of psoriasis (PsO)
patients and healthy controls (HC). Blank serum, YXPP—containing serum, and acitretin—containing serum were prepared following
the method of serum pharmacology in Chinese medicine. HaCaT cells were assigned into the control group, HC-NETs group, PsO-
NETs group, blank serum group, YXPP—containing serum group, acitretin—containing serum group, and YXPP—-containing serum +
colivelin TFA group. The proliferation and migration abilities of HaCaT cells in each group were checked by CCK-8 assay and

scratch wound healing assay. The protein expression levels of STAT3, p—STAT3, and Survivin were measured by Western blot.
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Results Compared with the control group, the prolliferation ability, migration rate, and protein expression levels of STAT3, p—STAT3,

and Survivin were significantly increased in the PsO-NETs group and blank serum group (P<0.01). Compared with the PsO-NETs

group, the YXPP—containing serum group showed significantly reduced proliferation ability, migration rate, and protein expression

levels of STAT3, p—STAT3, and Survivin (P<0.05, P<0.01). Compared with the YXPP containing serum group, the YXPP—containing

serum + Colivelin TFA group showed significantly higher cell proliferation ability and migration rate (P<0.01), and protein expression

levels of STAT3, p-STAT3, and Survivin (P<005, P<001). Conclusion YXPP-containing serum can inhibit NETs-induced proliferation

and migration of HaCaT cells, and its mechanism of action may be related to the suppression of the STAT3/Survivin signaling

pathway.
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