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Abstract; The intensity and widespread of the porcine epidemic diarrhea (PED) have continuously been on the climb
in Fujian since the end of 2010. The infectious disease caused high mortalities in suckling piglets, and has become
one of the most serious concerns for the pig farms in the area. To deter the epidemic and understand the genetic
variations of S genes of PED viruses, 295 clinical samples from 117 sizable pig farms were collected during 2011 —
2014 for RT-PCR analysis. Overall, 205 out of 295 samples (69. 49 %) were tested positive. Annually, the infection
rate declined from 87.3%, 75.00% . 40. 91% to 34.15% during the year of 2011 to 2014. Nonetheless., it remained
a serious problem for the industry. The study on nucleotide sequence revealed that the S genes of the 14 isolated
PED strains shared 98.5% — 100. 0% homogeneity among themselves, and 93.3% — 99.5% in comparison with
other strains in China, 93.8% — 94.1% with CV777, and 95.8% — 96.1% with NPPED2008 _ 2. Variants,
insertions and deletions of amino acids on the genes were found. The phylogenetic analysis on the 14 PED viruses
showed a close relationship with the Thailand and Korean strains, and a remote one with the attenuated DR13 and
CV777. The S gene sequence obtained from this study has been filed with Genbank.
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Table 1 Amplification primers of gene sequence
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KB 519 w0 R

EIEZ 2]

25235~

E F3  5-TGGCGACCATTACATCACT-3" 52 25698

R3  5-TCACCTCATCAACGGGAA-3'

(2) B R4 I & RT-PCR J i #2& B R
RNA: ##8 TransGen %5 % RNA/DNA $ Bz 7
SV B HAT. RT R 25 pl i 5% s B b 14
RPN 6 oL RNA 5 1 oL Fi814 70 C K% 10
min, 7K 2 min, 2ZJ5 300 F in A DEPC /K 7.0
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pL, Rnaselnhitionl. Opl., AMV 1.0 pL; A4
F9 42°C 60 min, 4 CHRAF, PCR L : TaKaRa
Ex Taq (5 units « L") 0.25 uL, 10 X Ex Taq
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each) 4.0 pL, Li#E5I4% 0.5 uL, TE5I49 0.5
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Table 2 Amplification primers of gene sequence
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1 | =
FE 519 51917 5 B/C K
SI  F1 5-CATTTGTGGCTTTTCTAATC-3' 50 20598~
, , 22707

R1 5'-AGCACCACTAGTGACATTCTT-3

S2  F2 5-GATTCTGGACAGTTGTTAGC-3' 48 22662~
24845

F2 5'- CTTCGAGACATCTTTGACAAC-3'
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Table 3 Clinical detection of PED viruses, 2011 —2014

i %%\?ﬁl FEA%L SRR i ok BH 4 3
/A /3 /% /%

2011 42 126 85.71(36/42) 87.3(110/126)

2012 38 84 71.05 (27/38) 75.00(63/84)

2013 24 44 41.67(10/24) 40.91(18/44)

2014 23 41 39.13(9/23) 34.15(14/41)

At 127 295 64.57(82/127) 69.49(205/295)
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Table 4 Accession number of S gene

virus R

Cﬁ:

Ay virus TS E Ay

C[E

FJ-FQI1 2012 KJ646581 2012 |[FJ-FQ2 2012 KJ646582 2012

FJ-LY 2012 KJ646583 2012 FJ-ND2012 KJ646585 2012
FJ-CL 2013 KJ646579 2013 FJ-LY 2013 KJ646584 2013
FJ-ND2013 KJ646586 2013 FJ-PT 2013 KJ646587 2013
FJ-QK2013 KJ646588 2013 FJ-QZ2013 KJ646589 2013

FJ-YX2013 KJ646590 2013 FJ-ZP 2013 KJ646578 2013

FJ-FQ2014 KJ646580 2014 FJ-ZP 2014 KJ646591 2014
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Table 5 Reference strain for S genes of PED virus

virus RS I3 M AEA
Cv777 AF353511 England 1993
KNU-0901 GU180144 Korea 2009
attenuated DR13 JQ023162 Korea 2011
SM98 GU937797 Korea 2012
NK AB548623 Japan 2010
83P-5 AB548618 Japan 2010
NPPED2008_2 KC764592 Thailand 2008
MN KF468752 USA 2013
1Al KF468753 USA 2013
GD-B J1X088695 Guangdong 2012
SD-M JX560761 Shandong 2012
BJ 20111 JN825712 Beijing 2011
LZC EF185992 Lanzhou 2006
JS-2004-2 AY653204 JiangSu 2004
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Fig. 2 Construction of phylogenetic tree for S gene

nucleotide sequence of PED virus
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