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Comparison of transcriptions of pathogenicity locus genes and expressions
of toxin B of A — B+ Clostridium dif ficile between China and the United
States

LI Xian-ping , L1 Wen-ge, WANG Jing, LU Jin-xing (State Key Laboratory for Infectious
Disease Prevention and Control, National Institute for Communicable Disease Control and Pre-

vention s Chinese Center for Disease Control and Prevention, Beijing 102206, China)

[Abstract] Objective To study gene transcriptions of pathogenicity locus (Pal.oc) and toxin B expressions of
A—B+ Clostridium dif ficile (C. dif ficile)strain BJO8 isolated in China and strain US1 isolated in C. difficile
infection outbreak regions in the United States, and provide theoretical support for prevention and control of possi-
ble outbreak of C. difficile infection in China. Methods Cells and supernatants of C. dif ficile were collected ev-
ery 3 hours, gene expressions of Pal.oc domain, including tcdA, tcdB, tcdC, tcdR and tcdE genes, were detected
by real-time polymerase chain reaction (PCR), the expressions of toxin B in cells and supernatants were detected by
enzyme-linked immunosorbent assay (ELISA). Results The growth rate of strain US1 was slightly faster than that
of BJ08, and the degradation rate of US1 was significantly faster than that of BJOS(P<C0. 05); No toxin A was de-
tected but mRNA of tcdA were detected in both BJ08 and US1, and there was no significant difference in tcdA ex-
pression between BJ0O8 and US1. The transcriptions of tcdB,tcdC and tcdE of BJ08 were 3 hours earlier than those
of US1. There was no significant difference in the production of toxin B in supernatants and cells between strain
BJ08 and USI. Conclusion Compared with US1, there is similar virulence or stronger gene regulation of BJ08, pos-
sible outbreak of C. di f ficile infection in China should be alerted.
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Table 1 Primer sequences

Primer Primer sequence(5'—3")
tcdA-F TTCGCTTTAGGCAGTGTTAT
tcdA-R CAGACTCTATGGCTGGGTTA
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tedB-R CAGTATGACCTGAACCACC
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tcdC-R TTGCACCTCATCACCATCT
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tcdE-F ATGTGCTTATGTGGATTACC
tedE-R CCTTAGCATTCATTTCATCT
16S-F GGTGAAATGCGTAGATATTAGG
16S-R CATCGTTTACAGCGTGGACTA
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A; Growth curves of BJ08 and US1; B:Colony counts of BJ0O8 and US1 ( * ; P<C0. 05).
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Figure 1 Comparison of growth curves and colony counts between BJ08 and US1
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A: mRNA expressions of tcdA of BJ0O8 and US1; B: mRNA expressions of tcdB of BJ08 and US1 ( % ; P<C0. 05).
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Figure 2 mRNA expressions of tcdA and tcdB in different incubation time of BJ08 and US1 respectively
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Figure 3 mRNA expressions of tcdC,tcdR and tcdE in different incubation time of BJ08 and US1 respectively
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Figure 4 Expressions of toxin B in supernatants and cells in BJ08 and US1
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