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The Role of Cannabinoid Receptor 2 in Morphine Tolerance
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ABSTRACT: Morphine is widely used in the treatment of pain, but its long-term use can lead to tolerance, which greatly affected its
clinical value. Morphine tolerance is a clinical problems to be solved. Studies have found cannabinoid receptors 2 involved in the
occurrence and development of morphine tolerance. Selective CB2 receptor activator combined with morphine, can attenuate morphine
induced hyperalgesia and allodynia, inhibition of morphine tolerance. The mechanisms of that CB2 receptor activation inhibits morphine
tolerance are not clear yet, which provides an overview of the role of the CB2 receptor in morphine tolerance.
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