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Research progress on regulatory mechanism of the VirS/VirR
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Abstract: Clostridium perfringens is an important zoonotic pathogen. Clostridium perfringens causes necrotizing enteritis,
enterotoxemia, gas gangrene and food poisoning in humans and livestock, and it produces extracellular enzymes and toxins that
are involved in the pathogenesis by complex regulatory network. C. perfringens has a complex regulatory network for toxin
and enzyme production. The VirS/VirR system is a most important and best studied two-component regulatory system in C.
per fringens. This article reviews the global regulatory system for an in-depth elucidation of the pathogenesis of C. per fringens
infections.
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Tab.1 C. perfringens toxin-based typing scheme

Toxinotype a-toxin B-toxin e-toxin I-toxin CPE NetB

(toxin gene) (ple or cpa) (epb) (etx) (iap and ibp) (cpe) (netB)
A + - - - - -
B + + + - - -
C + + - - +/— -
D + - + - +/— -
E + - - + +/— -
F + - — - +/- —
G + - - - - +

1 : + 4 indicates production of that toxin; — 4 indicates no production of that toxin.

20 tE2d 80 AFAR LAk , AR 7™ < 3E B2 T 1Y
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virT FEH'EIRE ccp FH . X vir T ALK K&
HEAMGAEDHAT 3 Hr £ W, VirT RNA 785 5K
T FAATEY pfoA Fleep™ . REFTA B HF I K
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