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[Abstract]

nitrogen balance and catabolism of skeletal muscle protein, which is caused by multiple mechanisms and has a profound

The intensive care unit (ICU) acquired weakness (ICU-AW) is a pathological process of negative

influence on rehabilitation, prognosis and mortality. The pathological mechanisms involved include activation of
ubiquitin proteasome system, autophagy disorder, mitochondrial dysfunction, cytokine storm and so on. The current
treatment measures mainly include early rehabilitation exercise, nutritional supplementation, physical therapy and
other interventions, but all of them have certain limitations and are difficult to meet the clinical needs. Therefore, it is
urgent for multidisciplinary scholars to pay attention to this problem and conduct in-depth research. In this paper, the
pathological mechanism of ICU-AW was deeply discussed, the potential targets for intervention treatment were sought,
and the existing feasible intervention methods were reviewed, laying a foundation for clinical and basic research. In
particular, traditional Chinese medicine has unique insights and remarkable curative effects in the treatment of weakness
diseases. The comprehensive use of decoction, acupuncture and moxibustion and gongfu in clinical practice is of great
benefit to the short-term and long-term prognosis.
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