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Table 1. General relationships between disease syndromes and Pasteurella multocida capsular serogroups*

Diseases Serogroups

Species affected

Virulence factors

Animal bite-associated sepsis Usually A,
occasionally D

Haemorrhagic septicaemia B,E

Any, but most commonly
humans, cats and dogs

Cattle, buffalo, pigs, goats,

Not established

Capsule, fimbriae, filamentous, haemagglutinin

deer, camels, rarely horses

Avian cholera A, F, very rarely D

wild birds
Atrophic rhinitis D, rarely A Pigs, rabbits
Snuffles A,D Rabbits
Enzootic pneumonia, A, D, rarely F

shipping fever

Chickens, turkeys, ducks,

Cattle, sheep and pigs

Capsule, LPS, iron acquisition proteins,
fimbriae, filamentous haemagglutinin,
sialic acid uptake

Pasteurella multocida toxin (PMT)
Not established

Not established. Co-infection with other
bacterial or viral species important

*: cited from reference [1].
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Figure 1.

Comparative analysis of capsule synthetic loci of Pasteurella multocida serogroups.
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F2. ATHNZ RN ERTERERMBRAS |9+

Table 2. Primers used for determination of Pasteurella multocida capsular serogroups *

Serogroup Target gene Sequence (5'—3") Product/bp Position

A hyaD-hyaC TGCCAAAATCGCAGTCAG 1044 88468863
TTGCCATCATTGTCAGTG 9890-9873

B bebD CATTTATCCAAGCTCCACC 760 13621-13603
GCCCGAGAGTTTCAATCC 12863-12880

D dcbF TTACAAAAGAAAGACTAGGAGCCC 657 3142-3165
CATCTACCCACTCAACCATATCAG 3789-3766

E echJ TCCGCAGAAAATTATTGACTC 511 4387-4408
GCTTGCTGCTTGATTTTGTC 4899-4881

F febD AATCGGAGAACGCAGAAATCAG 851 2881-2896
TTCCGCCGTCAATTACTCTG 3733-3714

. 9
*: cited from reference !
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Figure 2. Phylogenetic analysis and genetic structure of Pasteurella multocida LPS outer core loci with different
Heddleston serotypes. Genome sequences of Pasteurella multocida strains HB03 (type A), HNO6 (type D) and HNO7
(type F) were submitted to NCBI under accession numbers CP003328 [14], CP003313 [8]; CP007040. Whole genome
sequencing of Pasteurella multocida HNO04 (type B) was also completed but its genome was uncommitted. The map

was generated via Easyfig 2.1.
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Table 3. Primers for determination of Pasteurella multocida LPS genotypes*

Genotype Sequence (5'—3") Products/bp

L1 ACATTCCAGATAATACACCCG 1307
ATTGGAGCACCTAGTAACCC

L2 CTTAAAGTAACACTCGCTATTGC 810
TTTGATTTCCCTTGGGATAGC

L3 TGCAGGCGAGAGTTGATAAACCATC 474
CAAAGATTGGTTCCAAATCTGAATGGA

L4 TTTCCATAGATTAGCAATGCCG 550
CTTTATTTGGTCTTTATATATACC

L5 AGATTGCATGGCGAAATGGC 1175
CAATCCTCGTAAGACCCCC

L6 TCTTTATAATTATACTCTCCCAAGG 668
AATGAAGGTTTAAAAGAGATAGCTGGAG

L7 CCTATATTTATATCTCCTCCCC 931
CTAATATATAAACCATCCAACGC

L8 GAGAGTTACAAAAATGATCGGC 255

TCCTGGTTCATATATAGGTAGG

*: cited from reference [22].
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Abstract: Pasteurella multocida is an important gram-negative pathogenic bacterium that could infect wide ranges of
animals. Humans could also be infected by P. multocida via animal bite or scratching. Current typing methods for P.
multocida include serological typing methods and molecular typing methods. Of them, serological typing methods are
based on immunological assays, which are too complicated for clinical bacteriological studies. However, the
molecular methods including multiple PCRs and multilocus sequence typing (MLST) methods are more suitable for
bacteriological studies of P. multocida in clinic, with their simple operation, high efficiency and accurate detection
compared to the traditional serological typing methods, they are therefore widely used. In the current review, we
briefly describe the molecular typing methods for P. multocida. Our aim is to provide a knowledge-foundation for

clinical bacteriological investigation especially the molecular investigation for P. multocida.
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(R 4. RBxm)

Supported by the Special Public Welfare Industry (Agriculture) Research Program Grant (201403054) and by the Hubei Provincial
Sci-Tech Support Plan Grants (2014BBB10, 2013BBB14)

"Corresponding author. Tel: +86-27-87287201; Fax: +86-27-87282608; E-mail: wub@mail.hzau.edu.cn
Received: 3 January 2016; Revised: 8 March 2016; Published online: 24 March 2016

http://journals.im.ac.cn/actamicrocn



