708 #445-5723:&% | Journal of Environmental and Occupational Medicine | 2022, 39(6)

PM, ; £ B8 3 A_b R ARG M 5% (L AL BUBR 52
il
LIRS X' Mg

1. AR ERKENEEREFEQIRES, 91| A4 646000
2. 79)1|148PHMM o MR IRFL, a)1| 48BH 621000

HE

SR PM, ;) TEIFIR SR AR EEIHHREZ I EM, AREZI, PV, AT
WAERAFAIRESENMNE, EEBL MR 82 5ARREZ B~ S M,
PM, s KHARE S HBIAT AT R EMEN A ERBTPEEEEEH AXEmM T
IEERXT PV, BESEM ERARTEELHINEIRT; IR T EBEYENS, 815
RMBELZF. WBHINEREMEYFRENNT; IRE TH—FSHR PM,, BB ERM L
RAMEEE AN RENRA R, MAAXBREENESSIFERETNRERFH
KBNS E,

FKIEIE L PM,; B ERZARRE ; MR AL ; B "R ; ERIRAR

Research progress on mechanisms of malignant transformation of lung epithelial cells induced
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Abstract:

Fine particulate matter (PM,:) has attracted more and more attention in the field of
environmental pollution and public health. Previous studies have found that PM,s can be
inhaled and deposit in the airway and alveoli, and even spread to the whole-body tissues and
organs through blood, resulting in various toxic effects. The malignant transformation of lung
epithelial cells associated with long-term exposure to PM, may play an important role in the
occurrence and development of lung cancer. This paper reviewed recent studies on the
mechanisms of malignant transformation of lung epithelial cells associated with PM, s exposure,
and discussed the main biological mechanisms, including epigenetics, tumor microenvironment,
and other biological pathways. Besides, the potential research directions of malignant
transformation of lung epithelial cells associated with PM, s exposure were proposed. This work
aims to provide a scientific basis and reference for public health management and air quality
assessment.

Keywords: PM,;; lung epithelial cell; malignant transformation; lung cancer; epigenetics; tumor
microenvironment
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Table 1 Summary on other biological pathways of malignant transformation of lung epithelial cells induced by PM, ; exposure
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