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Abstract  Creutzfeldt-Jakob disease (CJD), a rapidly progressive and currently incurable fatal neurodegenerative
disorder, has long faced significant challenges in both diagnosis and treatment. In recent years, global research has made
substantial advances in early diagnosis and potential therapeutic strategies. Emerging technologies such as real-time quaking-
induced conversion (RT-QulC) have significantly improved the sensitivity and specificity for detecting prion protein scrapie
(PrP™ ), driving diagnostic approaches toward greater precision and less invasiveness. In terms of treatment, sirategies
including immunotherapy, gene regulation, targeted protein degradation, stem cell transplantation, and metabolic pathway
modulation have shown potential to slow disease progression in animal models. Although no effective therapy has been
approved to date, multi-targeted and cross-mechanistic approaches offer promising prospects for future precision medicine.
China has made notable progress in developing localized diagnostic guidelines and improving diagnostic accuracy. Moving
forward, continued efforts in translational research, drug development, and international collaboration are essential to accel-
erate the transition of potential therapeutic strategies from mechanistic exploration to clinical application.
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