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[ Abstract] Micro ribonucleic acid-221/222 ( miR-221/222) is a kind of microRNAs closely related to tumori-
genesis. Abnormal expression of miR-221/222 exists in the process of differentiation and development of multi-sys-
tem, multi-step and multi-site tumors. MicroRNA-221/222 plays the role of tumor suppressor or oncogene through sig-
nal transduction pathway targeting different target genes, and is expected to become a biomarker and a novel therapeutic

target for malignant tumors. In this paper, we review the research progress on the relationship between miR-221,/222
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W AEERIEAE A 1 JLP A miR-221/222 1
BEJLIA, CWEIESE Y SRR EE A AN R JUR
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[ Abstract |

Therapeutic drug monitoring( TDM) is a research hotspot to guide the clinical medications in the

field of psychopharmacology in recent years. Individualized and rationalized medications can be achieved through

TDM to illuminate the relationship between blood drug concentration, dose, clinical efficacy and adverse reactions. In

this paper, we review the research progress in the relationship between blood concentration of new type antidepres-

sants and their clinical efficacy.
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