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ABSTRACT: Previous studies have shown nitric oxide (NO) is involved in a variety of signal pathways in vivo, and plays an impor-
tant role in lots of pathological and physiological processes, such as tumorigenesis and so on. The expression of glutathione S-transferase
(GSTs) is upregulated in many tumors, which plays an important role in maintaining the balance of redox, detoxification, and resistence
to chemotherapeutics for the tumor cells. In recent years, a novel NO prodrug named JS-K was synthesised, and JS-K can be selectively
catalysed by GSTs, then NO is released, subsequently showing the anticancer effect. Many studies have demonstrated JS-K can inhibit
the growth of a broad spectrum of tumors, while sparing the normal tissue cells. The mechanisms for JS-K to kill tumor cells are not al-
ways the same due to the differenrt origins of tumors in different systems. In this study, our team systemically reviewed the mechanisms
for JS-K to kill tumors originating from different systems through extensive literature reading, with the purpose to providing some helpful
ideas for the further study of JS-K and theoretical foundation for JS-K in the future clinical use.
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