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TR R IT S LA S GPS (NSP2 227415 4y B 4% 3 H i PRRSV BIMEAFAE , IR o0 5 1Y 5
J1o SRR R GE KR B O PRRSV FHPE ; 24323459 81 17-Z1-HZ #5735 7745 15 325 bp ) PRRSV & 5L
HIFH, FHIMRM % RS 2 b e bk NSP2 AE7E ML () 20 + 1 ANE LIRS A | FLAL 470 T
HP-PRRSV IR, T 60 h 5t H B i PRRSV I RAEIR A AR AL | L 45 W% 75 vk i B0
£ PRRSV ( highly pathogenic PRRSV, HP-PRRSV) itk .
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Isolation, identification and molecullar epidemiological analysis of 17-ZJ-HZ strain of por-
cine reproductive and respiratory syndrome virus

BA Shaobo, SHI Lin, LI Qunjing, LIU Zhengkui, CHEN Lin, WANG Xiaodu " , SONG Houhui

(College of Animal Science and Technology, Zhejiang A & F University, Hangzhou 311300, China)

Abstract ; The weaned piglets from a farm in Hangzhou had high fever, expiratory dyspnea and other symptoms, who
were suspected infection of porcine reproductive and respiratory syndrome virus ( PRRSV). The samples of pathologi—
cal lung from three infected pigs were sent to laboratory testing. The nucleic acids of pathogen were detected by real—
time PCR. The lung homogenate was sterilized and inoculated into MARC-45 cells, and the virus replication was
confirmed by cytopathic effect observation (CPE) , Western-blot and indirect immunofluorescence (IFA). The full-
length sequence of the viral genome was obtained by segmental RTPCR and biological sequencing. The nucleotide
sequences of the strain were analyzed by MEGA and other softwares. The molecular epidemiology of GP5 and NSP2
amino acid sequences of this virus were obtained. The piglets of three days were infected with PRRSV to evaluate the

virulence. The results showed that the virus was successfully isolated and named as 17-ZJ-HZ. The whole genome se—
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quences of PRRSV was obtained, and the length of its sequence was 15 325 bp. The results of sequence analysis

showed that, the NSP2 of this virus had deletions of typical 29 + 1 amino acids compared with the classical strain.
The results of phylogenetic analysis indicated that 17-ZJ-HZ was attributed to subgroup of HP-PRRSV, and the
PRRSV(17-2J-HZ) caused typical clinic symptoms and lesions after infected piglets 60 h. In brief, the strain was

North American strain of highly pathogenic PRRSV.

Key words: porcine reproductive and respiratory syndrome virus; isolation and identification; sequence analysis;

molecular epidemiological analysis

¥ B A 5 W 25 5 A (porcine reproductive
and respiratory syndrome , PRRS) X 4% ¥ H- , Hof
JAR Sy H B 55 I I 255 i B ( porcine repro—
ductive and respiratory syndrome virus, PRRSV) e
ANTRVEERS AR S ) 4 4 n] G PRRS, H
G RARFAE A RS FENG 55 iR R TS5 iR B 4%
SRR T BORE VI DR M | TCILAE | & 7 3R 22 il e 4K
TIRAE Y PRRSV JERALKE W 15 kb 247, H
A S5R 3T ARG IX, A 9 AT R 32 HE (open
reading frame ,ORF) , H 5’3 3" 5K & ORFla,
ORF1b ,ORF2 ~ ORF7, PRRSV 13 K Al 54y
S WCUH AL RN SE PN Y, 2 A PRI ALY [R] IR TE 60%
#2477 ™", 7E PRRSV 1, ORFla Fl ORF1b %A
YmhAEZE 44 25 1 ( non-structural protein, NSP) , £
L3 aE R R 2 5 s (2Tl ; ORF2-ORF7 2 i 27
USSR AR A HE 2R 11 GP2 . GP3 (GP4
GPS BB M MRASEEA N, Hil,
S E &Y — B PRRSV WiAT, i £ 2 A
2 HOPR 8 S JORIEE P AN BEAT RU D 453200 , Bt
PRAL SEAFAE TR TR B AR A 4 rh, JEHC LA NSP2
RS S R, AN TR R DR AR Y Bk NSP2 A% 1R
FE 50 R IR PR AR 40% 724, TR R 1Y 3 bk 2 T
NSP2 A% ER 74 [l I 80% 2247, R 1k K 22 4
Bl AR NSP2 O PRRSV 28 5 1) £ B4 b
e AT R NSP2 JEH 1 +29 A4
FHEEMRB 5 HP-PRRSV 1Y = B0 M JC B A
5 fBNSP2 BYIZ R ATISRIN N & HPPRRSV 11
pas " T NSP2 B PR o5 AR A S T R S
INEARXE"" . GPS /N PRRSV A4 3 B4 SOk
B, g R AE 3% N AU RN BRI B8 2 TRl AT
51% ~55% IR Ik, GPS & 6 MHLR
POE R, Hoh PuE i B S B F 20y h AP ik
i, ATRLE S P AT, L GPS # 1E0 PRRSV
A% o BT R0 B X R, T T R BT B

W7 HRTES ) PRRSV RS A 59 51
FIE B PR, B SR RIS R A s ], (H &
PRRSV WML 7 P34 T FHEUR Bl K e FE AT A
A, EEEURTE PRRSV (NADC30) &M
P EERATRERR T B R SR
B8t 1%, PRRSV JE [N 4R FE R 448 5 | R I i
HIXF PRRSV JiA 718 00 HE 4T W, 4 77 58 S
X P R 5 T 7 1 it $ Rk 2 AR A, A ) T
W PRRSV ok &y as, T a Y

B RE H BE AA P R R X B T A I PR RE
AR A58 X 1% 37 36 K3 SE S s BHRE AR, T 8
T SR AN T o) B N R B2 N
FHUw PR PRRSV 51 ; 8 i A 80 H iyl
PRFIL, 08 % B R R T = 55 ) B bk s [RIBAR AT
LA T I LA AR X PRRSV (4> T T

BEREAT
1 #ME 5=

1.1 #hRE Rk fh R 58 2SRIR

MARCA45 i f A8 52 55 % PR AF, o5 BHEE i
SRR H WA BN T 5 A 88 , W1 AEAT R T
5
1.2 FEiRF

KRR BGAF & . cDNA & ik 7] & & KOD-
PCRIAF &M A RKFEG AR EARA A
(TOYOBO) ; ¥ 58 5P 2551k (B )
SERT U RE B PCR RS Gk B WL 2
BE25RH A FRA F) RNA 42BGAF & [ % H &
B ARA FRZS T (TAKABA ) , PRRSV #5340k N
PO R W7 VT 2% o0 ) 93 Bl 5 2 J S 63 2 e
HRP tric EHi/M R 1gG HUR g 3 T BBI A #),
FITC #5ic 9T/ B 1gG $T/R I B Invitrogen
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1.3 HFmZERIREUR RT-PCR il

FH Trizol WLH& MU B A% R , MK 45 4 ZE 0 S I
W LRI RE (PR ) S22 E B PCR A
R G T — 2Pk PE R it RT-PCR Al
1.4 fRENSE

PRRSV [HPE PR 280 BE 5, 12 000
min~ B0 5 min ,0. 22 pm THALUERE I E | B 500
wL e YL B 2 MARCH 45 408,37 °C 5%
) CO, 4HRIEFRAETIEE 1 h, M5 555 B3,
A 2% FBS () DMEM i 35k 4k 45555 ,24 h
JE WAL 4 9% 72 ( eytopathic effect, CPE) . HH B
80% CPE It WSCHR 1175 955 2 WL, 7] B Sc 4 240 Fa 3T
VE W BE_ L IE AR RATIA R R pa R AT
T -80 CH&H,
1.5 Western-blot JREREE

HU PRRSV P4 {005 # /& Y« MARCH45 4 ity
48 h, WCAE 40 MU0 BE, n A 40 M 2R TR (1%
NP40) 78570 24 AN DTTE , 875 I EA TR 75, R
MDA I, A PRRSV N 45 [ 4 Sk Bt
N—Pt, 4T Western-blot FoilE, B-actin 1EH e
XTHRE
1.6 [EHEREWL(IFA) FENEE

¥ PRRSV bk P4 U0 88« MARCH45
4R ,48 h 5 H 4% 22 5 W e [ 2 2 i 30 min,

%1 RTPCR &ERAYEET5|4

0.5% Triton X400 FT4L 20 min,5% BEAS W45 &
1 h,PRRSV N & R P EsbT(1: 400) ¥ H 1
h, TBST £ 3 ¥, £:IK 3 min, FITC FRZ5 1) goat—
anti-mouse [ T (1:500) B F 45 min, TBST Pk
%5 UK, B 3 min, DAPL XA AEAZ G40, 5 min, 9%
D RTAL G R Sr

1.7 PRRSV £EFHAFIY &

Foe IS e kR G U A5 AT RO SR
CDNA /R4 NCBI I E2%1 PRRSV &K #4750 Bt
wits Y, —3L 5 B il oh 13228 32285002 ,
5002-8798 .8798-42071 1207145327, 4K J= LA 4n
T PCR R Z S B S5 A AT 4y Bed 38 KR53
fitdn 731 wL A KB ddH,0,5 pL 10 x KOD
buffer |5 pL dNTPs 3 pL MgSO, .1 pL KOD Plus
Neo 54 1.5 wL.2 wL cDNA , JZ W 45440 94 C
1 min;98 °C 10 5,60 °C 30 s,68 °C 2 min,35 Mf
1,68 °C 7 min, PCR ¥ #4115 BIF5143ill4n 4
7 788 790 792 794 796 , PCR 7= 4 3% A= 1/ )
HATINT o SRJE LA i 5 B 51 A ibid
WAty 5 > BB EIY, 70l 48
788790 790792 792994 794996 (F 1) .

1.8 4WIERFED

X525 B Vector NTI BAF 3617 BR824k

191721 HZ R H AT, [ Vector

Table 1 The sets of primers for amplification of whole virus genome by RT-PCR

£ FKk Name sl Sequence Py B B/ Amplified fragment length/bp
788 GAGCAGCTGATGACGTATAGGTGTTGG 3228
788R GCGGCATGCTTCTTTTTCCTTTTGGAG

790-+F GCTGCATGCCTCAGCATCATGCGTGAG 1774
790-R GCGTCTAGACGTGCAAAGAGAGCCAGG

7928 GCGTCTAGATTGTGCATCTCCCAACAC 3 796
792R GCGATCGATCGCAGGACGCAAGATCAG

794+ GTCATCGATCCACACCTGCAATTGTCC 3273
794-R GCGGATATCAACAATGGACACCAGAAAC

796-F CGCGATATCATCATATTTTTGGCCATT 3 256
796 R TAGCCTGCAGGTTTTTTTTAATTACGGCC

788-790-F AAAACATGGGCATCCTGGAG 369
788-790-R CTCAGACACACCATTCAAGGTACG

790992 F CTCATTGCTGCATTGCATGTTG 375
790792k AGCGCAACCAACAAGGAAAC

792994 F CAAACTGTTACCCCTTGTACCCTC 397
792994-R GTTTGACACAGAGGTAATCGGGTC

794996-F CTAATGCCACCAGCATGAGGT 342
794796 R CCAGGTGGGAATGTCTACCT
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&2 PRRSV SRR EKIER
Table 2 The strains and sources of PRRSV

J¥% No £ FR Name HiL 5, Area i1 18] Year 55 GenBank accession number
1 BJ4 P Jb 5T Beijing, China 2001 AF331831

2 VR2332 [ USA 2003 AY150564

3 INGELVACATC PEWI MR Vaccine strain — EF532801. 1
4 CHda " It 5t Beijing, China 2001 AY032626

5 GD3 FET R Guangdong, China 2007 EU109503

6 CH2004 [ H i Gansu, China 2004 Eu880439. 2
7 EUROPRRS JE USA 1999 Ay366525. 1
8 LV fif 2% Poland 1991 M96262

9 HuB2 H1 [E 1t Hubei, China 2007 EF112446
10 HeBl1 H1[E W It Hebei, China 2007 EF112447
11 HuN4 H R Hunan, China 2006 EF635006
12 JAX1 Y17 Jiangxi, China 2007 EF112445
13 TJ 1 [ K Tianjin, China 2012 EU860248
14 15JX1 H[E YTV Jiangxi, China 2016 KX815419. 1
15 15]X2 P YLPY Jiangxi, China 2016 KX815420. 1
16 15JX3 "FE VL0 Jiangxi, China 2016 KX815421. 1
17 1521 R [E W VT Zhejiang, China 2016 KX815432. 1
18 15Z]2 1 [E Wi /. Zhejiang, China 2016 KX815433. 1
19 152J3 T [E Wi Zhejiang, China 2016 KX815434. 1
20 FJ1402 i E AR Fujian, China 2016 KX169161. 1
21 FJM4 1 [ AR & Fujian, China 2014 KY412888. 1
22 FJWQ16 1 [ AR & Fujian, China 2016 KX758249. 1
23 FJXS15 P [E 45 & Fujian, China 2016 KX758250. 1
24 NADC30 [ USA 2008 JN654459. 1
25 JX12 1 [ Wi {T. Zhejiang, China 2012 —

IX12 RARSIER = 2012 4F4r ik,
JX12 was isolated by our labrotary in 2012.
NTT A% s 1 JE R A A A% 17 R 7 1) B FLHE
%ﬁ@&%‘ﬁu (1 EEXF 50 Mr, T MEGAT #5044 %4 5 7
AT AR AT

1.9 17-Z]-HZ SHREURED

¥ 3 H il PRRSV HUIRBAYER 6 R ATIEREHL
TR, S — A R 3 Sk, T A T
3% B PRRSV 17-ZJHZ #k, #2512 4 10°
TCIDse Sk 355 41 0 BAE 3 3k, 45 ] 1A
BURNEIREER DMEM, (# )5 , B R W EATHE
AR, %G EL LAY PRRSV I ACREIR I, i) 45 20
FPH6 KA 45 I 2 9 FEAR Ak, BRI AIE 1 R A
21, DL PRRSV 1 N &5 150 5 BT h A I Bt
A AW R AT S AR

2 HER5H
2.1 RSB

AR 3 All@“#u’?p%ﬁﬁ%ﬁ'ﬁ%ﬁ RT-PCR
A, A5 R3] 3 A FHPEREAS B 3d 18 oA

WA I M2 (B 1A, H Co (23000 24,72
24. 83 28. 72 ARHEAFN e BRIE( C BN T 32
WA BAYE ) |, BT LA 3 ANEE R R R A B
2.2 PRRSV WS BEE
BEEUH A — A il fIE 4 SRR S A T ) S A 3L
0.22 wm P8BS UEAH ZUA KW, DB W Fh L 2
MARC-45 401, JEYL 48 h Jio, WAk N g4
MR Mock 2H MARCH45 4 g AF 1 B4 T ek
YU 20 240 i A A7 S IR TR L A AR Tk 4 SR A TE
—HE(E1B) , YL 72 h JGUEE B M R
TRAE SR 3 AR, 56 4 AU SEA TR LAk (25
KR ), alifb s B e #Ear 44 8 PRRSV 17-Z)-
HZ ®k. %% # & MARCA45 , Western-blot
MANHGTE o PRRSV-N 2K AU 2R3k, 25 H R W
R A I R R A (| 1C) 5 [ 4%
PED AT INEE SRR I, o B YL 4 A W Jb & (2. 0¢
ef5 S, LR EEAY PRRSVN & 4535k (&
1D) . VA EZASEEAER A58 20 B R 15—k
PRRSV Ji#¢ , W IT S LLiF 55 25 T 3R
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17-2J-HZ

A 20756 Amplification Plots
< 12;22 «A3, PRRSV-A,FAM
T =A4, PRRSV-B,FAM
© 14756
g +A5, PRRSV-C,FAM
12756
] +A7, - FAM
©10756r A6, +,FAM
S 8756
& 6756
w4756
R 2756
& 756
-1 2441 35 7 9111315171921232527293133353739
&I Cycles
#& |PRRSV-AIPRRSV-BlPRRSV-C| NTC PC
ctig | 24.72 | 24.83 | 28.72 / 27.3
C Mock  17-ZJ-HZ
PRRSV-N -_—
B-actin - -

B 1 PRRSV #94- & %%

Fig.1 Isolation and identification of PRRSV

2.3 PRRSV @ B#ERAEKAFEYE

FEHL PRRSV JEYL i MARCH45 E RNA, J
AR cDNA J5 , M PRRSV 2 FE KN4 1#E5]
V(R ) AT B 1 (18 2) el i Bzl
IEEAEY A FIT . BT PCR =407 AN fig
RAG AR B T LA LA P 25 RO AR i 15 |
Y3k 1) 9 HaARLR M B 2 RIA)P51, SR IG5 A9

bp M 1 2 3 4 5

10000 s
7000 ‘-

4000

m‘“'“ -’~

2000

1000

M,10 kb DNA 43 FHEFRE; 1 ~6, 788,790 ,792.794 796 ¥ 1Y
B,

M, 10 kb DNA marker;1 - 6, Amplified fragment of 788, 790,
792, 794, 796.

B2 PRRSV AR5 By LR
Fig. 2
RT-PCR

Results of amplification of PRRSV genome by

17-7ZJ-HZ

DAPI PRRSV-N Merge

Mock

A, I RAXATRE S AT B, PRRSV B MARCH45 40 T 5 8 W% ; C, Western-blot £ Il PRRSV-N & [ £ 355 D, [H] 4% o 55 52 64 I
PRRSV-N % 13k,

A, Detection of clinic samples by RT-PCR; B, Cytopathic effect of PRRSV infected MARC-45 cells; C, Expression of PRRSV-N by Western—
blot; D, Expression of PRRSV-N by IFA.

OSEV AT o SEPRUIN T 25 SR AT DR 3R
19 172 HZ B2 FE K R 15 325 bp, #8284
GenBank £#E 7E , 49 GenBank 5 MF770574
2.4 PRRSV 4 BHRIEMEREST

FIA Y5 B A5 (MegAlign ) 43 #7435
PRIV Nsp2 2 B2 7 1), 5 HAh 25 #k PRRSV #
PR(FR 2) T3 b, 45 R W] 17 2)-HZ bR &5
JPETERE HUB2 . HUN4 | TJ %511 NSP2 & 1 & 3
PR 7 51 1) S B 45 R S8 LF-— 4% (18 3) , 7F 482,
533561 aa [V EFEIE 1 +29 DNEILRR BB | 45
7N 17-ZJHZ S Bom vk, m B JLAFR#T
R B A TP S MR AT RY 15202 15703 .
FIXS15 JX12 ., 15]X2 . 15]X3 %5 7 Bk 77 78 1% f
AL +29 DNEEERR BRI (K 3) , UL AR AR M X
R —E AT, WIS, 3L
AR VL S 8] 300 3 DR A TE 15201 ,15)X1  FIM4 |
FI1406 55 R FAIE AN R BRI IA T, X SE B2 R AE
330441 aa (VB AFAE 111 DNEILFR I BRI | 533
561 aa FEAEANTELEN) 20 NEIERR B X SEFF
Pk Nsp2 HUBRICHFE 2008 435 [E/3ES ) NADC30
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390 400

— NADC30-like—

Typell —  HP-PRRSV—

~ C-PRRSV—

Typel ——

~—~ NADC30-like™

Typell < HP-PRRSV <

“~ C-PRRSV —f

3 PRRSV # Nsp2 &I 7) st o7

Fig.3 Amino acid sequence alignment analysis of PRRSV Nsp2

PRABAT , UL IX AE7E NADC30dike BERRTRAT

HTF ORFla GP5 ZIEFR 751 K 5 42 L A
HIZATIRIT 5153 0 s il s A AR, iAo BT =
W ,25 ANaERR 4 T 35 R AR (R AL AL 6 A0 ) |
A BRI T AL 2 MURE R | v BO 7R B bR R
NADC30-ike Btk , 17-ZJ-HZ 5 k0 )& T = 80%
P PRRSV, T ORFla 4L/ Hr 0 172)-HZ
5 157)2 1573 . FJXS15 . JX12 ., 15JX2 . 15]X3 .
HUB2 \HUN4 TJ SEARTE— M ERE ([ 4A) H2&
M A — BRI 3, EATRE T Bom e
BEPR, BJ4  CH2004 ,CH1a %5 RIE—AE, [FE
TLMEERR, GD3 BRI Tt b (b i T2
FEFE CHla A1 HUB2 \HUN4 | TJ 255848 F 356k 2
[d],FJ1406 FJM4 . 15ZJ1 . 15]X1 258tk BAE— A
WRE, [A) )8 T NADC30dike T8k, LT GP5 &3k
BRI S AL o AT R B (& 4-B) | 17-ZJ-HZ Hph—
M/NGY S, 5 GD3 M, 172]HZ 5 HUB2,
HUN4 | TJ SSRGS R — 2 iR 2 T
PR, 5B PR FIXSIS BRI 7 7E NADC30ike 7
H, EIER AT R T R R, 17-2]-

+
PVTFLSEPI!'VSAPRHKFQQVE[ NLANDM]
i PMTPLSEPIFVSAPREKFQQVEEANPAN
JREITPLSGPIFVSVPREKSQQVEEANPAT
JREMTPLSEFIFVSAPREKFQOVEEANFAN
JREVTPLSEFIFVPAPRRKFQOVKRLSSANAIFF|

HZ 5Ei GD3 #tk, B R pR s (L E v T 48
BLEEARFNSR BERE 2 [A]
2.5 17-ZJHZ SHRIEUR S
FEREAE R A T I RIE R, 0 5E 36 h
Ji , BORE AU BT AR 0 R RS Al Ak
MAE 39.5 ~41.0 C 5, 2 S B A RE AR
MULEETS 60 h I R IR R IREE B IR
HG: AR, Je B0 g A sl ST R, SR EMIR A IR
B BB A A (E S-A) , B AL i HP-
PRRSV R, 5 & B, 9 4 A9 s B 7K e | 7 1,
(EI5-B), el Ailen 25 . R | s 41 fili i
FRIERIE R, BRAZ AN MR SRRk SR T A R R
YUlikr (R (0) ,PRRSV 19 N 25 A s 2k,

PRRSV #LAYE (K 5-D)
3 Wik

F PRRS 2K LK, B Bom tE Rtk 4 T M)
EAMFFIIATR TERIZTHL ., HRi
PR b RGP T BOR B 5% , (A3 SR 1778
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76]dXA1-ORF1a
A 97|HUN4-ORF1a

rHP-PRRSV |

— Typell
INGELVAC-ATP-ORF1a [C-PRRSV

Of
FJ1402-ORF1a

! FNADC30-like ~
93l—152J1-ORF1a
691-NADC30

LV-ORF1a

55— EuroPRRSV-ORF1a T+ Typel

152J3-GP5
B 6515ZJ2-GP5

»HP-PRRSV

—Typell
+C-PRRSV

FNADC30-like

& ”
LV-GP5
= FuorRRsv-ars — I Typel

—
0.050
1007 JXAT
c HUN4
s1kHUB2
sl HEB1
100) 1y
X2
1008 15x2 ~HP-PRRSY _

1522
15243
15JX3

CH2004 L Typell
100ICH-1a P

INGELVACATP ~C-PRRSV
ATCC VR-2332

154X +FNADC30-like ~

Lelystad vi
Tl cuwopRRsY __F— Type |
0.050
A B.C4r 4T ORFla,GPS 4 2k ¥ 51 il PRRSV % 7 4
35 PR 2L A TR e 91 £ g 1% R AR 23T
A, B, C showed the genetic evolution analysis based on amino

acids of ORFla, GP5 and nucleotide of PRRSV genome.

B4 PRRSV #9iftFtfot7
Fig.4 Genetic evolution analysis of PRRSV

RZm) i, 42 28 R R 2 — 7 A & T X
PRRS WIZ5%), 53— J5 T 17 0% 7 428 A7 A I 1
PURER XA 5555 W A 2 28 SR8 TR R 1)
(A&, T PRRSV BEHRAS SR R IR £,

BIRTET; PRRS AT EHET —EMIEH,
(B EFEERRAT R AT L0 30, 0 58 37 16 B R Ak S A
T, AN RERRISE T 1 58 SORM53k 5 FH , B o 1 A
PRRSV BRI S, Rl 2 55 F 0 i bR 2 th B
TR 3%, B AR R VR T A B R LA
BETESERE T 4 7 £ B i) PRRSV, X PRRS
Bz R AR R, JHAE PRRSV (8 14
b A F T34 PRRSV 28 Fast i Alf
BYCRE TR A& RN B ¥ BA 2 3eA 3L 14F, PRRSV 78
ANWTHBIEATAS 5 . 2006 4FFR EAR A T Nsp2 25 H
f) 482 533561 aa (AFAER) 1 +29 aadlt Ay HP—
PRRSV'"*' ;2008 4E 2[435 T 1 MR7E NSP2 &1
() 322432 482 F1504-522 aa [XI{FFAE 111 1,19
ANEIERRBK (93 8k NADC30'™ ;2013—2014
4 PRRSV EEAR AT 8 25 40 B v % B0, 36 o A7
7E NADC30-ike BERRIGTAT ™ 7" I X DA
otk PRRSV AT 3, W ME R A 83% 247,
P25 12013 4E7E TR [T 4 K%, IS
Bl PRRSV JE AR 14 & 96 5 7 Bk b 43 B85 45 3
PRRSV ##k ( HeNan-A10) , HAE GP2 ZE 1111 247
256 aa FIAELE 10 aa OB ;2017 4R AR 4RGE
—{51) 397 1% L ZEL 0 1, A AR EORS P A e R T
A, HEoR BRI AT L, PRRSV 7E [ 4K
FAET AN IS 1 R BEH A AE AN B iR A7 2R 5
K PRRSV (AT FlEE Ak fa 35 X TR} 2
TR A iz R e Y
ABIFFEIT R S I I R ok T V48 B
Yy IEAE R A A P R R B8 T S5 R AR
IRBIERE , 1206 — B 288 PRRSV 557
PE MR T IR A, WA fif ik HPPRRSV 55
BERETE KIS R0 B R 3 O3 AR 1 S PE
HP-PRRSV B, J& % MARCA45 20 i /3 259 7%
AF, ULERE] 24 h AU H B0 AR IR | i A i Y
PRRSV 495 4E , 33X 15 B % 74778 = B0 P i pk
FRRA T, B I S 56t E B BT 43 25 9 PRRSV 7 #
5 HP-PRRSV W53 F i &R E—3; PRRSV #£F)
3 Hi 44,60 h 5746 IR LSRR PRRSV Ik IR
SR, IR S BE VRSB T PRRSV SR K,
WU % S 30 1l X T i 3 9 PRRSV 95 (1522,
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A, Typical symptoms of PRRSV infection in piglets; B, Pulmonary lesions caused by PRRSV infection; C, Pulmonary tissues from uninfected

PRRSV groups were immunohistochemically stained; D, Pulmonary tissues from infected PRRSV groups were immunohistochemically stained.
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