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solve the problem of diabetic inflammatory wound healing. Methods

The membrane was prepared by coaxial elec-

trospinning technology, and its physicochemical and biological properties were evaluated by tensile test, in vitro

simulation and cell co-culture. Results

Baicalin combined with gelatin/chitosan membrane was prepared, the fi-

ber diameter was about 100 nm, the tensile strength after crosslinking was 13. 38 MPa, the release of baicalin could
reach 1 week, and the inflammatory environment was simulated in vitro. Baicalin had anti-inflammatory effect with-
in a certain concentration range, and the survival rate of 5-day cells was nearly 100% . Conclusion The prepared
baicalin combined with gelatin/chitosan membrane has good mechanical strength and excellent biocompatibility,
providing a material basis for solving the problem of difficult wound healing.
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Epidermal endoplasmic reticulum stress induced

by UVB radiation and therapeutic interventions
Lin Boyang, Qiang Lei
(School of Basic Medicine and Clinical Pharmacy, China Pharmaceutical University, Nanjing 211198)

Abstract The endoplasmic reticulum is one of the most prominent membranous organelles that plays a significant
role in maintaining intracellular homeostasis. Specific internal or external stimulus leading to the accumulation of
unfolded or misfolded proteins, alteration in intracellular calcium levels, or disruptions in redox homeostasis will
trigger ER dysfunction and, ultimately, endoplasmic reticulum stress( ERS). Physiologically, ERS is involved in
maintaining the homeostasis of the epidermal skin barrier. Ultraviolet B (UVB) induces epidermal ERS, following
the activation of a variety of physiological and pathological processes. It participates in the physiological processes
of epidermal barrier homeostasis and keratinocyte differentiation, and also contributes to pathological processes such
as UVB-induced skin inflammation and keratinocyte apoptosis leading to skin damage. Therefore, ERS is expected
to become a therapeutic target for UVB-mediated skin-related diseases. Currently, the clinical potential of modula-
ting UVB-induced keratinocyte ERS through the use of antioxidants, NF-kB inhibitors, and ER Ca’* regulators has
been increasingly recognized. This review focuses on the mechanisms underlying UVB-induced skin damage, the
molecular mechanisms of UVB-induced keratinocyte ERS, and the current progress of ERS-targeting drugs in UVB-
induced skin damage, providing new insights into ERS’ s roles in UVB-induced skin damage and novel therapeutic
strategies targeting ERS for the clinical treatment of UVB-induced skin damage.

Key words endoplasmic reticulum stress; epidermis; keratinocyte; ultraviolet B; unfolded protein response; re-
active oxygen species
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