£ 632 - PR T4 2025 4F 12 H 55 38 £55 6 ) Chinese J Ind Med Dec 2025, Vol. 38 No. 6

R AR-NOD M2 A 3 RAils 5l
TEA IE A 75 1R 8 /D B i i w3 b a9 £ H

sWAE, R, R, MR, LAE, TS
(IZRAE WL DA S B RBRA BT R , AR —ERRS/ IR BB Be, IR BEr 250062)

BWE. BRY FERZR-NOD HEZK % 1 3( ARR-NLRP3) R 5E15 538 10 R TR A T M 2 8815 S 00/ BN SR 1
W FRBAR NI S, FiE SRR ISR R A N BB R L s Y K 30 K BALB/c /NEBENL ST
34, B 10 K. XHRAH T IS S AR 2 ml/kg) | ARPLEEA (BZ, L1 940 me/kg 75 H T S 28 - KR
G, B 3 W) LIEGRPLRE+ A R R 2H ( BZ+Smoke) , JGRA BRIAATARPLEES, 9 H M H T RS TRAGHEZS
(10 32/d, 0.5 hv/d) ; Wi AbBIHEEL 8 JH , BARES IR, a0 e B B A A PP A0 1 s 5 R B, o FH 4 ) 3l i 400
ST AR A1 JE L H R, 2R Western blot ¥4I FF2H 21 55 41 A L5~ 4% 4t ( BMMNCs ) 7 AhR | NLRP3 A 41 e
@ E P4SOIAL(CYPIAL) (IR HFRAKT, &R B mika Box, BZ A M A L0a 0, 6 im 41238, BZ+
Smoke ZH#5 BZ 41 41475 56 ™ 5 ; X MR b #:, BZ /N AMA I WBC, RBC, Hb BH 8 F % (P<0.05) , BZ+Smoke
ZH/NEL WBC, RBC TREEE BZ 4180 3 (P<0. 05) ; St IR4AH L, BZ 41/ ERF414 & BMMNCs ' AhR, NLRP3 &
B FIRIKOT-H ] 3 35 (P<0.05) , CYP1AL 2K R IAK T AR (P<0.05) , 1fif BZ+Smoke £ 1) FR7B {03 BZ 4T K ik
F(P<0.05), £t HFAREE GG AhR | NLRP3 SE {5530 75 R RE M, A AR 0H 55 7T LUE o 1 e 2H 20 &
HEA AL ARR | NLRP3 SRR, (ERFA M s

FEGER, K EIMTEE; WA, FEIRZR-NOD BEZAE 1 3( AhR-NLRP3) 4AE (5 5 18 B%

HESES: R4 3; ROM.6  TEFRIAE: A XEHRS: 1002-221X(2025)06-0632-07  DOI; 10. 13631/]. enki. zggyyx. 2025. 06. 009

Role of aryl hydrocarbon receptor-NOD-like receptor protein 3 inflammatory signaling pathway on
hematological toxicity caused by benzene combined with cigarette smoke exposure in mice
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(Shandong Provincial Academy of Occupational Health and Occupational Medicine, Shandong First Medical University /Shandong
Provincial Academy of Medical Sciences, Jinan, Shandong 250062, China)
Abstract: Objective To investigate the expression and significance of the aryl hydrocarbon receptor-NOD-like receptor protein
3 ( AhR-NLRP3) inflammatory signaling pathway in hematotoxicity induced by benzene combined with cigarette smoke in mice.
Methods A mouse model of bone marrow failure was established by subcutaneous injection of benzene. Thirty BALB/c¢ mice
were randomly divided into three groups (n = 10): control group ( subcutaneous injection of an equal volume of corn oil
2 ml/kg) , benzene exposure group (BZ, subcutaneous injection of a benzene-corn oil mixture at a dose of 1 940 mg/kg, three
times per week ) , and benzene+smoking exposure group ( BZ+Smoke) , in addition to receive benzene injection, also needed to
inhale cigarette smoke (10 cigarettes/day, 0.5 h/day) via a dynamic inhalating device, all treatments lasted for 8 weeks. After
the modeling, the degree of hematopoietic injury was assessed by femoral histopathology, peripheral blood routine parameters were
measured using an automatic blood cell analyzer, and the protein expression levels of AhR, NLRP3, and CYP1A1 in liver tissues
and bone marrow mononuclear cells (BMMNCs) were detected by Western blot. Results The pathological examination of femurs
in BZ exposed mice showed that there was some decrease of hematopoietic tissue area and increase of non hematopoietic tissue,
and the BZ+Smoke group had more hematopoietic damage than BZ group; compared with the control group, the peripheral blood
WBC, RBC, and Hb of mice in BZ group were significantly decreased (P<0.05) , while compared with BZ group, the decrease
in WBC and RBC of BZ+Smoke group were more significant ( P<0.05) ; compared with the control group, the expression levels
of AhR and NLRP3 protein in liver tissues and BMMNCs of BZ group were significantly increased ( P<0.05), while the
expression levels of CYP1A1 protein in liver and BMMNCs were decreased ( P<0.05). Compared with the BZ group, the protein
expression levels of AhR and NLRP3 in liver tissue and BMMNCs were significantly increased ( P<0.05), and the expression
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levels of CYP1A1 protein in BMUMNCs were significantly decreased ( P<0.05). The above changes in BZ+Smoke group were more

significant than those in BZ group (P<0.05). Conclusion The results suggested that benzene might induce hematotoxicity by

activating the inflammatory signaling pathways of AhR and NLRP3, while the cigarette smoke might also increases the expression

of AhR and NLRP3 proteins in liver tissues and bone marrow cells, thereby promoting the hematotoxicity of benzene.

Keywords: benzene; hematotoxicity; smoking; aryl hydrocarbon receptor-NOD-like receptor protein 3 ( AhR-NLRP3 )
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