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Abstract; This experiment was conducted to understand the role of the s®factor in regulating the
environmental stress of Listeria monocytogenes (LM). We constructed SigmaB gene deletion LM
strain by using gene overlap extension PCR (SOE-PCR) and homologous recombination, and the
environmental stress response of the strain on the different temperature, different pH condition
and high osmotic pressure conditions were detected, and the transcription level of the genes that
related with environment stress were tested by using gqRT-PCR. The results showed that the en-
vironmental stress abilities of the SigmaB gene deletion mutant at the non-suitable conditions
weakened and the transcriptional level of genes corresponding to environmental stress (rsbV, rs-
bW, hpt, clpP, ctsR) decreased significantly comparing with the standard strain. The results in-

dicated that ¢” factor plays an important role in responding to environmental stress (temperature,
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pH and osmotic pressure) of LM. The study provides an important theoretical basis for further

studies on its molecular mechanisms of environmental stress response and new target for drug ac-

tion.
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Table 1 Name and sequences of primers
519 JF31(5'-3")
Primer Sequence
P1 CGGGAATTCCGTGATACTGACCACATAGA
P2 TCATTCTGCAACGCCTCTCGTTCATGAAAAGATTTACCTT
P3 AAGGTAAATCTTTTCATGAACGAGAGGCGTTGCAGAATGA
P4 CGG GTCGAC AAAAGCACCAGTTGGGCCGG
P5 CAACTTCCTGCCAAGCCTTA
P6 AGGAAAGACTTGCTTGCGGG

ropB-sense
ropB-anti-sense
rsbV-sense
rsbV-anti-sense
rsbW-sense
rsbW-anti-sense
hpt-sense
hpt-anti-sense
clpP-sense
clpP-anti-sense
ctsR-sense

ctsR-anti-sense

AGAACCGTGATGCAAACTAT
GAACGTACCCATTTCAGTCA
CTTGAGATCGATGCTTATAC
TAGCACCGGATTAGGCGTAT
ATCACTAATTCCGTAAAGCA
TATGATGGACGAGGATGCTC
CAAGCGCTAGGATGGAGCAC
AATTAGTTATTCGCAAGTTA
CAGGTGGAAGTATTGCAGCT
ACATTCTTACTAACAGCTGG
AGTGAAAATGAATGATAAAC
GCATTGGACAGGGAAGTTA
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Fig. 1 Identification of pMDI19-T-ASigmaB by enzyme
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digestion
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Fig. 3 The PCR identification of recombinant bacteria
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Fig. 4 The bacterial numbers of two strains at 37 C
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Fig. 5 The bacterial numbers of two strains at 42 C
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Fig. 9 Relative expression levels of five genes of gene de-
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