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Effect of Paeoniflorin on Apoptosis of Dorsal Root Neurons Induced by Schwann Cell Exosomes. Han Shuo, Li Xiao, Yang Xinwei, et al.
School of Traditional Chinese Medicine, Capital Medical University and Beijing Key Lab of TCM Collateral Disease Theory Research. Beijing
100069 , China

Abstract Objective To investigate the effect of paeoniflorin on apoptosis of dorsal root neurons induced by Schwann cell exosomes
in high glucose tconcentration. Methods High glucose environment SCs, after 24 hours of culture, the morphology of exosomes was ob-
served by transmission electron microscope. The expression levels of specific marker proteins and oxidative stress proteins were identified
by Western blot, after the SCs source exosomes were incubated with DRGn for 24 hours, the expression level of apoptosis protein in DRGn
was detected by Western blot. Results Under transmission electron microscope, the exosomes were bilayer membrane vesicles with diam-
eters between 40 — 100nm, and the marker proteins CD9 confirmed the specificity of EXOs. The expression of oxidative stress protein in
EXOs increased, especially when PF interfered with the expression of Nrf2 and HO -1 in SCs — derived EXOs, indicating that oxidative
stress was initiated. SCs — derived EXOs was absorbed by DRGn and distributed around the nucleus of DRGn. The expression of pro — ap-
optotic protein GADD153 and Bax was significantly decreased and the expression of anti — apoptotic protein Bel — 2 was significantly in-
creased in DRGn treated with SCs — derived EXOs treated by PF. Conclusion PF carries oxidative stress information through SCs EXOs,
which reduces the expression of pro — apoptotic proteins and increases the expression of anti — apoptotic proteins in DRGn, thus reduces

the apoptosis of DRGn cells, which is beneficial to the improvement of diabetic peripheral neuropathy.

Key words Paeoniflorin; Schwann cells; Exosome; Dorsal root ganglion neurons; Apoptosis
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