1-palmitoyl-2-linoleoyl-3-acetyl-rac-glycerol ameliorates chemoradiation-induced oral mucositis
In a mouse model by regulating necroptosis
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4. PLAG reduced the release of DAMPs 4. PLAG mitigated necroptosis signaling and DAMP release.

ABSTRACT

In chemoradiation-induced oral mucositis mice model

In Vitro study
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Methods: To investigate the improved effect of PLAG on CRIOM, we established the CRIOM- 2 g PLAG 250 mglkg only Ponceau S I I +4 L 1 ' HMGB1 T nvce s nvce1 HMGB == =
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X-radiation (20 Gy) on the heads and necks of mice. Phosphate buffer saline (PBS) or PLAG 0.67 @ SFU*Xray+ PLAG 250 mglkg ] . 5% oG 50 X_ray((Gi) g B mn:;;?:g'"gmditinied Hspso = Sup.  Hsp90 e Sup.  Hsp90 — Sup.  HSp90 we mew Sup.
(100 and 250 mg/kg, p.o.) was administered daily. The body weights of mice were observed daily 00— 3 5 7 9 _ - _ 100 250 PLAG (mglkg) media (CM) Ponceau $ — e Ponceau S PonceauS® = | Ponceaus -
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Results: On Day 9, chemoradiotherapy-treated (ChemoRT) mice had tongue ulcerations and MLKL (A)d Necroptotic scllgnals gf_cellsltreated with CM ﬁmd PLAdewere dﬁtected aftgr 2 hours. (Bg HMGBI
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ChemoRT: 467.25 = 108.12 pg/ml) levels. ChemoRT-treated mice who received PLAG exhibited 5-FU + X-ray 5-FU + X-ray analyses harvested after 72 hours
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Mice were sacrificed on Day 9, and their harvested tongu’es were stained with toluidine blue. (D) neutrophil-specific antibody NIMP-R14. The ChemoRT group displayed neutrophil infiltration in the MLKL (P-MLKL) were compared to band densities of total RIPK1, RIPK3 and MLKL using ImageJ. cells was diluted to 1/20 in DMEM culture media. (C) Necroptosis signaling activity was detected in cells | |- X s-Fuorouracil '
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