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[Abstract] Diabetic peripheral neuropathy (DPN) is one of the common chronic complications
of diabetes, presenting with neuropathic pain, sensory abnormalities, and sensory loss, and may lead to
foot infections, ulcers, or amputation in severe cases. Its pathogenesis remains unclear, with challenge
in early diagnosis and limited treatment efficacy. Emerging evidences suggest that DPN involves in not
only the peripheral nervous system but also the central nervous system (CNS). With advances in
imaging technologies, multimodal MRI has become a key tool to investigate CNS involvement in DPN.
This review summarizes the structural, functional, metabolic, and perfusion-related CNS changes in
DPN patients based on structural MRI, functional MRI, MR spectroscopy, and perfusion-weighted
imaging, aiming to help early detection, clinical subtyping, and personalized treatment of DPN.
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