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MELANOCORTIN-4 RECEPTOR (MC4R) / BDNF-TRKB SIGNALING AXIS
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Ac-MEHFPGP

CITATIONS

1. PMID — (2025) — — Semax peptide targets the u opioid receptor gene Oprm1 to
promote deubiquitination and functional recovery after spinal cord injury in
female mice.

2. PMID — (2021) — — Semax, synthetic ACTH(4-10) analogue, attenuates
behavioural and neurochemical alterations following early-life fluvoxamine
exposure in white rats.

3. PMID — (2026) — — Therapeutic Peptides in Orthopaedics: Applications,
Challenges, and Future Directions.
4. PMID — (2022) — — Semax, a Synthetic Regulatory Peptide, Affects Copper-

Induced Abeta Aggregation and Amyloid Formation in Artificial Membrane
Models.

5. PMID — (2010) — — Semax and Pro-Gly-Pro activate the transcription of
neurotrophins and their receptor genes after cerebral ischemia.

6. PMID — (2017) — — Semax, an analog of ACTH (transcriptome analysis study)

7. PMID — (2025) — — Semax, a Copper Chelator Peptide, Decreases the Cu(ll)-
Catalyzed ROS Production and Cytotoxicity of af by Metal lon Stripping and
Redox Silencing.

8. PMID — (2005) — — Semax, an ACTH(4-10) analogue with nootropic properties,
activates dopaminergic and serotoninergic brain systems in rodents.
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