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Research progress on drug therapy for multiple sclerosis
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Abstract: Therapeutic strategies for multiple sclerosis (MS) have radically changed in recent years: from glucocorticoids with
toxicity and side-effects to targeted drugs for specific immune cells; from systematic administration, such as sc and iv injection to
convenient ig administration. As we known, among these therapeutic drugs, immunomodulatory drugs, neuroprotective agents, and
stem cells transplantation treatment occupy a dominant position. With the development of the research in pathology,
immunomodulatory drugs have been accepted step by step. According to the immunomodulatory drugs targeting the immune cells
directly, they are classified, and their function characteristics, clinical usage, and side effects are summarized. Moreover, we will also
discuss the neuroprotective agent and stem cells transplantation concisely.
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