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Abstract: [ Objective | This study was performed for investigating the prevalent serotypes and drug resis-
tance of Haemophilus parasuis present in Jiangxi Province, China.[ Method | 114 nasal swabs were collected
from clinically healthy pigs from several large—scale pig farms in Jiangxi Province from 2018 to 2019.The identi-
fication and serotyping of H. parasuis isolates were identified by PCR assays.The resistance profiles of the iso-
lates to 17 kinds of antibiotics were determined by the Kerby—Bauer method.[ Result | Results showed that 13 of

H. parasuis isolates were identified with the positive isolation rate of 11.40%.PCR assays showed that the most
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prevalent serotype in this study were serotype 13 with a proportion of 46.15%, followed by the non—classifiable
strains (38.46% ) , serotype 5(7.69% ) and serotype 11(7.69%).Thirteen H. parasuis isolates were highly resis-
tant to aminoglycosides (kanamycin and streptomycin) , macrolides (medicin) , ampicillin, and piperacillin, but
were sensitive to quinolones (ofloxacin) and cephalosporins with the sensitivity rates of 100%.The phenomenon
of multi—drug resistance was observed.Most of these isolates showed resistance to 3 or 4 kinds of antibiotics.
[ Conclusion | These results revealed that the most common serotype of H. parasuis in these large—scale pig
farms was serotype 13.Cephalosporins and quinolones were effective drugs for the prevention and control of H.
parasuts infection. At present, multi—drug resistance for H. parasuis isolates is serious.Effective prevention and
control strategies of H. parasuis infection are needed to be performed from many aspects to establish a reason-
able anti—infection system.
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Fig.1  Gram staining(left, 1 000X )and transmission electron microscopy (right,5 000x)
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M:DL2000 DNA Marker; kI8 1~13: 45 HPSO1~13 Y75 %52 B MR ; TKAH 14 BPEXT AR
M:DL2000 DNA Marker; Lane 1-13:Strain HPS01-13 to be identified ; Lane 14 :the negative control
2 I3RRFIHETE MAT Y 16S rRNA §7HI 45
Fig.2 PCR amplification of HPS 16S rRNA
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M:DL2000 DNA Marker; 7k i8 1~13: HPS & # ; Tk I8 14 B XS IR
M:DL2000 DNA Marker;Lane 1-13: HPS strains ; Lane 14 :the negative control
3 i 5 LY PCR 4EE S
Fig.3 PCR identification of HPS serotype 5
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M:DL2000 DNA Marker; Lane 1-13:HPS strains; Lane 14:the negative control
K4 Iy 11 TAY PCR % E 45
Fig.4 PCR identification of HPS serotype 11
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2000bp
1000 bp ;ifffl
750 bp
500 bp
250bp
100 bp
M:DIL.2000 DNA Marker; Jkifi 1~13: HPS 4k ; ikGHE 14 B 4% 18
M:DL2000 DNA Marker; Lane 1-13: HPS strains; Lane 14:the negative control
15 LI 13 B PCR 48 45
Fig.5 PCR identification of HPS serotype 13
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Tab.l1 Analysis of multi-drug resistance of HPS isolates
[k R Tirf 2413 E4 gD
Number of isolates Drug resistance phenotype Multi—drug resistance
HPSO1 R R+ R VIR 2
HPS02 WRV PG AR+ a7 2R+ 2R PE AR 3
HPS03 WL PG AR+R AR RS 28 +0 55 2+ 2 N U AR 4
HPS04 WRAL VU AR+ 2R VU bR+ 2l B 2 3
HPS05 - 0
HPS06 WRAL VU AR+ 2R VU bR+ 2l B 2 3
HPS07 HER+LMER 2
HPS08 G R+ RN R+ E R+ 2 NI+ G R+ M r 6
HPS09 WRR 37 PG MR-+ R 2R+ 2 PO MR+ 22 i i 3R 4
HPS10 R R+ R+ 2 NP+ Z R 2 4
HPS11 RN R +HE R R+ NI+ R 4
HPS12 T GRHEHR+ L MEGEER 3
HPS13 WRA U AR+ LA fl e+ B R+ B R 4
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