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Abstract

Paraquat (PQ) poisoning is one of the most common clinical emergency poisonings. Due to the characteristics of PQ gathering in the
lungs, lung damage caused by PQ poisoning, including pulmonary fibrosis, is an important cause of disability or death. This paper reviews
the mechanism and treatment of pulmonary fibrosis caused by PQ poisoning. Pathogenesis includes alveolar injury, oxidative stress,
inflammatory response, abnormal gene expression, and extracellular matrix accumulation. The treatment strategy focuses on reducing the
absorption of toxins, using hormones and immunosuppressants, antioxidant drugs, bone marrow mesenchymal stem cells, estrogen etc. In

the future, the research of specific antibodies against PQ may become one of the hot spots in the treatment of PQ.
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P EARE, AIFRIEH, AREdY PQ HIRMRAIIMMHER,
AT PQ HREEMATIANE B AT U, W TIHENERK PQ
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IGIT FB. WFRAHL, angeER C. H4AF E. SRR
HIK. ZEREMERRSRIATT PQ R A H AN AR
BREFEDR P HA, IR, BEMT . RikhE. M
Wb R 2R AR SR PR D H R TE L, Mt fRIFfitiZe
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1/mmp-9 P . AR SEI RNl 4E AR R, AT
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fieF4eft, FRMRER SRR T M R A TR R
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W, fERLEL, HTClENUA 1D6 BA R EIEM DR
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