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AT ST LT BE L PMWS A7 Wi BL ¥ 48 i 23 & — k% PCV2, & )F AR A
HAaKN 1767bp. JFH 4TI 5 B N AR MR EEAT LE X, KRB Y % E Bk PCV2
(GenBank: AF055394) R EMEE &, Wik 99.4%. JF v B % 4> & 8 Fk 19 cap & A
A BCHEAT IR R IE, KR A E A His— CAP520, iR¥ R W ZEA LA KM
Jive, MZE&E ey 2@ 7AW PCV2 Huik 1) [ 4 ELISA J7 i .

Mk PCV2 FI PRRSV i 33 2L gy 3 J5 8 Ag Be A7 4% ok PP 0 L 80 v . 58 2 9
BEHL A 34, A4 (n=3 %) , PRRSV FME 4 (n=3 %) , PCV2
PRRSV K L2 (n=6 k). Wb R AEAR « 5 BE 22 8 40 L 0 2% F0 I 3 2% A 2
XF R B I G A A ) SO R EAT T W

PCV2 Fl PRRSV R &R H T W f5 7 K, JFah U 0E W IR xE o AR T s e
PRRSV Fu i 21t I 0 W DN HE | ob 52 0 B O 5 I 73 5 28 R &, &8 R 4L 6 7
PCV2 Al PRRSV 41t B 1) 5 0 il 98, bk B2/ &8 &) ) 5 bR AN ¥, O 906 9t k2 i i
AN SRR B AT K O N S Ak, T A M M ROBE R R HO R BEREE, 42U AR 5
WY 5 A % % 3 G5 55 38 45 5 A5 (PMW S) A ]  PRRSV FL 20 HH B wp 25 R B 19 189 A4 1k 1)
BN . RAERA D PCV2 iR S # G 7 RN BT, WS 14 RIS
PR K Pk Bl i, JE W R B i PRRSV UMk K A5 PRRSV H gl 41 4 [A]
WG 14 RSP BT, B 5 21 R AR, K5 740 N . %R &
FEEAE NN MR R A, R A WA KR4 T PRRSV
A PRRSV PSR YL 72 . & PCR RELIMIE H i AR E G 4 KINK
t, B 56 45 AR TR B, RE LA 1R ZE RF R TR
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Abstract

The entire genomes of one isolate of porcine circovirus type 2 (PCV2) from pigs
with postweaning multisystemic wasting syndrome (PMWS) was cloned and
sequenced. The result indicated that the PCV2 isolate complete genomes is 1767bp,
and its sequence is closely identity with an France isolate (GenBank:AF055394), up
to 99.4%.1t was that cloned and expressed in a prokarytoic expression system to the
fragment of cap gene of PCV2, and we got the fusion protein His-CAP520. The
experiments showed that this fusion protein has good antigenicity,and the indirect
ELISA method was established for detecting the bodies of PCV2 with this protein.

An attempt was made to value the coinfection effects of porcine reproductive and
respiratory syndrome virus (PRRSV) and porcine circovirus type 2 (PCV2) to the
three-week-old post-weaning piglets. Three groups were studied, including mock
-infected (n=3), PRRSV alone-infected (n=3) , and PCV2 and PRRSV dually infected
groups(n=6), to compare the differents. We studied the pathogenicity of cochallenged
with PRRSV and PCV2 through methods of clinical symptom , pathological changes ,
etiology and serology.

By 7days postinoculation(7dpi), PCV2 and PRRSV challenged pigs had severe
dyspnea, fever. PRRSV-challenged pigs developed dyspnea and mild lethargy that
resolved by 28dpi, and the control pigs were normal. In PCV2 and PRRSV group, we
found mass of proliferative interstitial pneumonia, Lymph node and spleen follicle
collapsed and faintness of boundary, endochylema saccharogen in liver cell was lost
by pathological section.Microscopic lesions consistent with postweaning
multisystemic wasting syndrome (PMWS). PRRSV-challenged pigs had moderate
proliferative interstitial pneumonia, but did not develop bronchiolar or hepatic
lesions or lymphoid hemorrhage. In coinfection group, both of the virus antigens were
distributed predominantly in lymph nodes and lungs, followed by livers and spleens,
seldom in kidneys, comparatively the distribution of PRRSV in cochallenged group is
more extensive than PRRSV-alone group. In cochallenged group , the antibodies of
PCV2 was appeared at 7dpi, and went to the highest level at 14dpi , and the PRRSV
antibodies went up at 14dpi and went to the top at 21dpi. It is like the
PRRSV-challenged pigs to the growth and decline pattern of PRRSV antibodies in
coinfection group. Especially in toxemia period the virus antigens could be detected
in th tissues easily. Both of virus were found at 4dpi in sera by PCR and RT-PCR,
similar to the PRRSV-alone group, and maintained to the end of the experiment. That
is to say the viremia is long lasting in the body of piglets.

The results indicate that PCV2 coinfection increases the severity of

PRRSV-induced interstitial pneumonia in pigs and induces the lymphoid depletion,
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granulomatous inflammation, and necrotizing hepatitis characteristic of PMWS. But
cochallenge can result to bronchopneumonia and hepatitis obviously, and massive
hemorrhage bounded. This clinical symptoms is classical pathological change in the

cochallenge of PRRSV and PCV2 group.

Key word: PCV2, PRRSV, coinfection, pathogenicity, prokaryotic expression.
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F—EF Z it
1.1 %% & @& v

¥ E G 5 W 28 A {iE (Porcine reproductive and respiratory syndrome,PRRS
)&t EH 5 W W 25 A R B (PRRSV) SR I, LLBERS 1) 208 B 4% o A7 4% 16 & 28 T
N WP WCRE R R R AR B — MAR G . i 1987 SRR SEE e kA, BEE AR K
F B FEE I K WAT B E 1996 58 F G S E K HRIE 100, BF 5T UE B3 O 3% W Y (58
FAH A, 1996). PRRS 7E 3 [ K #2947 Wi AT, 3 BRI R o Lk (5T
5, 20000 o A Y B Im R AER b RO BERE B R R IR WL 59 R TS
PrliG s M JE B ILTE D RE R BE L R MR TR RURS 0 0 R B AT B IR g 3 BT L
RGPINAER, PPN HE . S . R SOME I R . S MR AR oAt o A K 5 Bl R
gk B Gs, TN R, AEAE T AR S . W R R RO G R AR, T 3 0™
HIALGEH K. H AT, PRRSV EEHY Ok o Wl FLAF 28 A A I 28 1) 32 20 Rl 22—
80 AR AN W B R R Y, IR R AER AR AR S N R % . PRRS £ R TTRAT .
JFH AR I E R A IR I R OB WA, 1999). AR IR 4y B N #B kK2
J& F 55 O W RE R B RK B B PRRSV A7 E (4%, 1999). 1991 4F, %
JE 5 WP 25 A iE 9 B C(PRRSV) 7E far =% (19 38 R 7 85 55 1 IR 7> 55 % € ( Wensvoort et al.,
1991). PRRSV FIF MR It & B 8% =5 i 75 5 (Lactate Dehydrogenase-elevating Virus.
LDV). Lz fk % %% 5 (Equine Arteritis Virus, EAV) W] f8 7€ #% 1 R J¥ 51 3 [ 45 #) .
BOWi LI AE J5 A8 A7 A5 BRI AR BL P (Murtaugh et al., 1995). [ i 4 91l PRRSV,
LDV, EAV ff fg e ¥ T [/ — i 2 ML %% o« H H W7 i& % A7 LDV 764 /& A 3% 75 50 PRRSV
16 /N BRUAR N 38 58 (1) # 1 (Hooper et al., 1994). PRRSV E WA 4 B85 LDV ) #
TF 2 7] Y5 P w5 T PRRSV BRUH A 4r B k% 5 LDV (1 A W4k, §E W] PRRSV (¥ 3 i Al KK
MO BEAE R 51 PRRS I RAEIR Z /7, AR @ k4B T & B #EL (Meng et al.,
1995). LMW AT PRRS AA, BKIBIF AT . H AT K 2 2% # 0 PRRSV LM
a7 R 7 T e e 1 el 7= 7 o (1 A U AN TN 728 S M 2 £
g3 ) BA 2 I 7 1) 3E A o I AE O SE 38 W 40 B AR R KU 3 B AR AR DR TR L BE R A5 R
O Ve 7 A AEROK I 2 R, B R 3L 20 D P A AN R SERE - KR I RE R 3E P
#f C(lvelson etal., 1993). fR K45 JJB & . HAL K5 ¥E 45 K 20K PRRSV H O 455
BA, IR BER. BEE D TAEY TR E, BF50K I MK R W L O N B
K&k . B A& % B % AW (Den Boonetal., 1991). Kk 1997 444 1 51 X 3 ik
KA. Bk &% %8 (Cavanaugh et., al 1997). PRRSV 4 — Bl 7 % JI5 () 20 JiE
IEHE RNA W . e bl - 2B B . HAEAH 45~65nm, 47 20~35nm
MRz, B PHARXRR, A — RZIR AR B, R /MmA 8 #ERLgR. &
FERE h I3 % B 1. 14g/mle 75 S4B R FE PR % B 1.19g/ml
¥ & 2K 9H 8 (Porcine circovirus, PCV) b G %E R 1) 5 1% 25 IR 1 8 DN AR 2,
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WAL AR A 17~20nm, IS R I — R s ¥ B . PCVAR 48 3 i R
PE K BE DR AL R AN [/, 43 ok 7 R 3 DR R Bl i v A, BPPCVIAIPCV2. PCV G U9 %
B ZAFTERE AR N KU 40 Ml &2 . PCV2E A 80w Pk, 78 8 %% 3% (Tischerd,1974)
2 R AL AU PKISA b A% — PP S 2% 5 /N RNAJG 25 AH AL 1 /N 3KJE W 5, 1%
Jpi B Al DL OFR 2R K QL PKIS 40 MY, A 5l i g Mg m AR . & B — 2P IE 5¢ ( Tischer et
al.,1982), PKI154M il 1 47 75 13X F 5 B8 oK U T 4 41 ) % PK 1540 Mo (1) 4% 5 4 21,
%R T DA A R SR ER IR G DNABE 41, MO Ay 4 g8 B 3RO
) J 1) 9 7 0k B AR B RGO O BE . a9 [ A 5 (Todd et al.,2001). 8 1) 5 3£ 5
o PCVIEHA 2 &M G &R KIDNAFEE, DNAK 44 1760bp,
gy TR N 580Ku. WWEEAKRFE AN K2R, 7 &R A360Ku. TR R HCAHS52S,
V9 O 137g/cm® (Tischer et al.,1982). %k 5 JC 28 M5, X &b 7L FF 385 (0 $K 41 ) %
SR, AE MR MR FRBE K ST R AT LAAE S AR K ), B AR R A B (72°C) mBEAE R
— B PCVA R A M & GETE, NEeBEES . £ . W55 2R3 ¥ f N 1404
i CAllan et al.,1994),

PCV2IEK Je A [A] 4F W8 1 4% vl 28 B0 AN ) 09 1 DR RE AR o PCV 2 DRI 40 8 o i 341K 47
FEDNA, R4 EH /h, PCVIFE KA &KL H1759bp, PCV2H1767bpak 1768bp.
[ — M3 B e DR AR P &% 28 bR AZ 1 IR 7 41 AR B IR F . RN PE S AE90% LA b, T
20 I i AY B kR 2 18] ) R A1) AH AL PR AR T 80% ( Fenaux et al.,2000; Meehan et
al.,1998). M H # fF (Hamel et al.,1998) X} PCV ¥ Flt IfiL i 74 (1 3 K 4L 347 T 4 #7
KIL2MPCVE KA I 0] 68 & 114 FF B 52 HE Copen read frame, ORF) (M 1),
EPORF1~ORF11, ORFsxZ [l K/ 2 F Bk o KB 43 1) 2 4 & A7 &5 o> & &, Moifi ol
CL 7 o F) 50 3R 0 35 0 PR M s AL 9 i, X T RE ARt i R b B AR E R4S R
PCVI5PCV2IORFL. 2. 3. 4. 7. 8H A — & M A W%, 1M H 4R ORF I AL i [A] J
M. ORFI. 224 i K24 JF il 1 52 HE o ORF17E 955 5 Jk DX 41 vp 2 0F 4, DU I 4 7
) HE %1 s ORF21E 3 55 K& B 41 b & 4 &, DL 3O iE &1 5 1) HE %1 o 35 Bl PCVAH EL 8%, ORF
18 7 5 R U5 P B, 18 85% s ORF222 S WIAR W 8, K% A% MR 7 41 [) I 1 1 M 66%
PCV W I v B4 1) 2 DA vp 5 A7 L7 — B0 % 8 DNA K il &2 f{. Mankertz% C0 %
PCVIE GRS EM T D KA111bp (nt728~838) AN A B, ZH BN T
ORF15 ORF2M [ i HE 2 1] ( Mankertz et al.,1997). % X 3 B 45 £ 45 1F P 45 #
055 [ 2R @ R AT M K R 45 Cstem-loop ) M L T &K 4 <% (0 L #% 17 R I 7
(nonanucleotide motif). {7 T ZH &M P AN ANRHEKEL (5°-CGGCAG-3")
(H1. H2. H3. H4), HHI5H2, H35H4M AR, H25H32Z (845 5bp K A b .
PCVI 5 PCV2 I Lt T & 2 ¥ s 4 2 %, PCV1 A TAGTATTAC, 1fif PCV2 A4
AAGTATTAC, U5 —ANTAK T A (Todd et al.,2001). XA JuL % 15 8 FE X T ik
BEDNAW S 6 4E 5 S8, & 78 I A A 3R 5 5 DNASE DAL (10 2 ) 18 36 0 5% . il
¥ Geminiviruses fll Nanoviruses. 4 W& & il 1 W X174 J& it ki pC194 H ¥ & JE & =¥
(Mankertz A et al.,2002), DNAJ & ¥ & #] (rolling-circle replication, RCR) M
X BRGSO R W B 1) G 2 (Meehan et al.,1997),

2
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PCV2 I fg B 51 K PMWS, fH AR At 5 0 H 5 B 2 il R RE IR i PMWS.. — 4%
W5 R B PRRSV. PPVELPCV2Hl B AN 215 K PMWS, {HiX £835 & 5 PCV2Hk & & 4
RE % N K L A% 1 PMW S I DR JE IR R BB 45 o H BTN b, PCV 2 F4H /I i i
(PPV). PRRSV. thE R # (PRV) & & & 44 i 3 80 10 %0 2 Kt ) R (K . PCV2
e JE R R, AH S VF 2 B T AE PMW S 0 AL I o B A R 2

PRRSV Ml PCV2 J" iz 4 An T A 54, eI FERFHAENREZERSE, Tk
WA B AR G B AN, AR 2 R R S ik v G R . H R B I
PRRSV Fl PCV2 Jig gk 4L | 4y ™ 5

1.2 RITREFIIK

PRRSV Fl PCV2 ¥ & /K 4y A& H A7 a8 B 58 48 Wb ™ | 1 2k 1) 5 2 R 5%, [ 3 ok
FHALXA TN MBEAT T KR ST 2 B IR S W AT R R AR ) Rl DL
WO BT UROON HME L M M LB ME . BB T AR 0G5 8RR AR 0 K 2R AT R I . AR 4 Ok
B IR L5 L AR AR Ak KR K R K i 2 O PCV2 R PRRSV JF R K4 5 4k K £
Bhoan B R A R R R R 4%, 2002). BEMLIX 6 DML RE IO, HIR G 18 Sk
R AT A A 2 B i A 7 AR R R I A5 b Ok . i, JF HOR A RT-PCR #1 PCR J5
e AN B R T 20 4 P B PRRSV ORI PCV2 45 5 M 3 IR A Be o &5 45 I A RE IR
FRAT R 22 WA, UESE B X EL T PRRSV Fl PCV2 R & Y (4 k5%,
2003) . M@ PCR 7k & il Bl . Wiyl th ZR &5 b 38 40 B A I W I K0 1 41 2L
B, Hof PCV2 5 PRRSV B 4 BH MM LL il =ik 47.4% (PR 4RSS, 2003). M 7710
2B BB IR S kR 1 AT R A O B, % UK A2 PCV2 A PRRSV IR A ik Sy
(B /N5, 2002). 4 H 48 AN KRG W IGE 28 & E (PRDC) W44 & 2 90 TR & 1%
e v PCR A1 RT-PCR J5vE# I, KB PCV2 &% 7 33.3%, PRRSV Al PCV2
AN 27.1%( B F 445 ,2004),

Kwang Soo % Al PCR J7 vk ) i [ 4 [H (¥ 3% 35 % 4 3 F 35 & K, PRRSV Hl
PCV2 R ™ &, EBF L ¥ (Kwang et al.,2001). Pallares %5 %} 2000 4 1
H A& 2001 4F 9 J IR XK (1) 4688 43 A Wb 1 T PCV2 fo 2 20 Ak A I, A9k 28 &5 R Jif
JE PR PCV2 PR, LUK ELAL S ok i A AR O ) kR PMWS I kR HE . K
Z M PMWS(79.2%) K 445 8~ 18 JA e, 10 & 4wl A& WA WP 1751 4
FEi (37.3%) A4 PCV2 BHPE, A 484 3 FF i (10.3%)i £ PMWS 2 Wids it . T
PCV2 HiJR BHPE I35 . 484 43 (27.6%)1UE S PMWS [k L2020 AR SR 4E « AN
9 AR 5 PCV2 JL R Y 512 19 PMWS 1, £ I i 2% 4> #7799 %) 5 0 F :PRRSV 4
51.9%, XM R I AR K 35.5%, 40w VEMCILAE N 14%, 40w P RN 7.6%, % i
I EEN 5.4%, X H PCV2 5] 1 R A 1.9%. 4 b VeI ik 2 5 2] % 2 1)
Wi TSR R BE K W . 4 B PR 28 b DL 2 R P 2 IRH W 8 E (Pallares et
al.,2002) .

fif 2225 0 20 A 52 PMWS Il R RE IR #5160 Sk F1 & A7 PMWSS s PR SE R 11 180
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Sk MO HEAT A I, R IL PCV2 5 PRRSV IR & & 4 K AR . I FH PCR J7 v 5l
BE P B BCR AT PMWSS i PR RE IR (0 4% SE AT B I, PCV2 K R 100%; X 6 PMWS
(3 BEARL I, PCV2 K tH 30 50%. BF 5045 KR W, 0 4 4 6 Tk I IR AE IR (1) 7™ 2
e SN RRER K2 IEMK. HirdfA PMWS In KAER 3 #E S+ PCV2 5
PRRSV MR A K PR AERR DN 83%, £ PMWS If KAER M #E S+ PCV2 5
PRRSV [ & Y kR 4 %l 35%(Wellenberg et al.,2004).

T R AR OK R g B R R S AEAE PCVL EL PCV2, HE I O6 K I B 0 2 kAT
BETRVRE M 2 A, DT VR O AT L R K R b A B PR #E S PMIWS G, I AR
6 TR 5K R OR R BTG OGS BE 2 AT R R H T MG AN E A . 7R R OK R S P 5 BE B Al
K9 14 A0 3 09 0L K s [ IS — AN S 2~ 12 J8 R 1 0% &5 9 R AR — ORI
FE M, oW 82 Qe i AT A8 e B 28 v o R TRD 8 AR g% SO vE RS I I v . A & X PCR
PRI R, A R BN TG K 4 30%0% L PCV2 HUARBE R AE WM IR I AE A
PCVI1 H PCV2, WPV E . w9 & AHT 9 /R LA il 32 PCVIDNA, Y B &8 OB
BOBR ERE N A I B PCV2DNA, ¢80 M K BLIX 2 8 bk 5 24 00 k4
PMWS [H X 1 B Ak 4E & A AL o (H 2 R F W% A7 &K 4E PCV2 G PMWS,  #E il
Al BE L AE WY AN EAE BE R K PCV2 77 /E PMWS [ 8 M [ & (Raye et al.,2005).

Mk R AT A BoR, B B N A PCV2 5 PRRSV (1R & 8 4 AH K ik
ER@ME, WHEBRPTRERASBRRECES AW, HAFHEL L —RZHT
PR 77 S 7 T R (A =RV (s W 1| R T R <O S S (S 717 B . 37 R
WA R AR R, TR AR R AR R B HL B R fo % TR AR & T AR T 2 kAT IR
AT o

1.3 leRFTIM R B IR

PCV2 Ml PRRSV Stk gugs H R I 4 B EL . WM. Ekw o, EE .
WA Bk, /R WL IR, JE T8 . R & D0 I VA Wk I 45 R i &R U
ik 2~3 4%, Ul 2yt AW EBA AR K, A AR, A LR 7 IR AR B
JBEAS, F s JoaR ks B E T R G, SR A B A K/ I A, A PO o B

JLE 2 T AT > B s, 30 AT > B AL AL s ™ A B RE ZE P 1a) iR R AN Ry
o BT R

Allan 558 £ 2000 ~ 2003 4 43 5 #) H & I& 7= Az W) ¥ ( cesarean-deprived
colostrums-deprived ,CDCD). AWz 4] ¥, (colostrums-deprived ,CD) Hl JG%F i€ % JR
(SPF) 5l TPCV2 5 PRRSVIF IR & B Je I 85 8, Gl i g BE 22 L S 6 . i
BE OB W A% T BCAE SR A Y b T AT A B o B Y #™ E ( Allan et
al.,2000) . Harms%% [l 3 J& #& CDCD¥4 73 ) /& 4 PRRSVAI PCV2 DL K& & [A] 2% %t DL L=
Bl BE,  BLERRON B R OMOAE BRI A E R, IR TR S A R RO W AE
FIK . AERERP S A 10 K, PCV2 FPRRSVIR & 8 4L 41 M B ™ 5 (0 I i PR of . B 2K
R BB, R 10 KRG 91%5E T, 20 KRG &L T . PCV2 Bl sk 4 41 B
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Bk, B, 42% MBI R R, BETI RN 26% . PRRSV 21 5 4L 4% i Bl
W0 A HE R Bk, 2 28 KEFKE, PCV2 40 FIPCV2 MPRRSVIE & 4 41 #F tH L T
5 PMW SHI [F] (1 41 290 A8 o R 75 B 4 41t H B T ™ EE A 1 A T I R AR R RR S A
BT 905 A8, B0 ™ I 4 K 2 B 40 b S A PCV2 HTJR . PRRSVIE B4 B
BRI R o 10 P (7 N o I S e W = - I Tl VNN S A =5 I
F R PCV2 B & K YL A2 N PRRS VXS CDCDA 51 ik iy 1) 5 PE il 8 i F 45 #2 ), 2
PCV2 1fi AN & PRRSV 5| #g & AEPMWS 4% bk B 41 23 25 45, A 2F P e R E, 3R 28 # IF
KBRS AL . PCV2 FIPRRSVIR & B8 48 (1) 21 2005 BE 2% k5 i 32 A8 098 A2 M O 28 i
# (Harms et al.,2001). Choi%s Xf 5 H B R KAEHE M K R %51 (Porcine
dermatitis and nephropathy syndrome , PDNS) i & (19 5 Bk A1 B, H XU Ax i % % 4
A F0J5 A7 2 A8 R A I 2] T PRRSVAIPCV2. JLr 3 UM% (1 [A] — B¢ Bk 3R 26 &k A5 43
2 2 T PRRSVAIPCV2, Jf H Xt 5 H % F RT-PCR/PCR S VL HEAT K W, 76 995 % 19
B B ik g R Bk R R I B T PRRSV FEE L MR L& L Bk AR L BT R RN
Jifi E 35 48 B PC V2. RS Id fo B 21 40 R0 R A7 2% 28 K DI I, A B L I O Y R R Bk
EHEOARE, FEEATE Z BB R T PRRSVAIPCV2. X & B2 2 (10 )% 15 Ik
i iN . 75 K A= PDNSHE I [R — 2% 5 o [ B A HE PRRSVAIPCV2 9% JiL . PCV2 J&K
W R RGEZ B, R ) T B, e R AR W 4k kK g BOUR A R g AR R N
PCV2 E MG RS, RN B M PCV2 & Z1f R AE IR (Choi et al.,2001) . Pesch
S 40 B RS I FIPCRJTVE R 102 NS 171 ASPCV2 BERUW 0 2EAT T W Ji i
W, AW B A PC V2L BRI 2 PRRSVET 5 L 41 /I i B (PPV) L A B 4K 3 Ui I (STV) .
Jifi ¢ 3 A& (MLhyo) Ml 5 fili 58 I 2 AF B (APP)AE, K& 60%4F il 2 ILPCV2 Al
PRRSVER P 2 I % 27 B Pk o B U0 iE 52 76 3 A 1) 0% 3% h PMW S I [H] J5T P il 28 42 TR &
WG GBI 2947 30% I 91 bk IR R 98 45 G AE (PDNS) & FHPCV2 FIPPV
RABREGER: K4 11%KPMWSH 7 6 5 PPVA K. 76 [ 5T M it & b B} T PRRS
B 8 A O B R 2 4h, SIVL APPFIM. hyofFE 4 4k & % J5L A W 7] 4% &6 I 1] ( Pesch et
al.,2003). PCV2 Al bk i IR &% 4, 518 1 ) 5T v il & Lk PCv2 Bl sk e i 5
A& TR R A5 A A I PR R R BE O PR . B S0 R IR 7 AR PMIW SR I IR S IR R B AR
th, PCV2 HFH5IL B W ARGk BRI & Y, XEREEMREE. LLWPCV2
550 W 3 e AR Rk mT L 5]k R BT R I 4, 5 PPVIR & nf DL 5] 2 PDNSHIPMWS,
545 A JE AR T AT LS PMWS . K 6, PCV2 #7 /E 5 PMWSAHH ¢ %5 00 1 & 2245 A,
1T PRRSV AL B B i B2 4k 1) 95 Tt 44 T ke 2] 41 ok B i 14 4 FH . PMW S K 2 28090 1
AR 10 A4, WARPCV2 5w iR & &g, PCV2 3 78 I 300 68 ) it & i
YEH o Ana%s H 35 38 & AE PMWSHE , 0F 3L & i B ok 0 20 210 vh 40 B o T ik AT T OVE Al .
¥ o210 kBB G ™ ERE SN =W BE. hEMEE
(S1,n=5;S2,n=7;83,n=9), [F] I ¥ 5 3 fit K& 4% 1F 4 X B4 o e 48 i A7 3K 50 4% 1) M e
AT ] NI (5170 R N N e i W 51 1007) IS SN [ VAV L R L R AR =7 (15
D40 M T . F SE B PCRXY PCV2 i 8 480 BE AT 8 &5 9% 414k R ik B 21 2 45
1T A AL I, PEAY A AU R B B B AN TR, BL R T A B B

5



r R AP R e A 2 A7 18 3 FoR 4R

WEMMPXR. 4 RRW . B L e 4208 05 8™ 5, 40 M08 TR B . E
i Bz JIX, A PMW SR A% 5 il B2 A% 16 DX 000 BE B B S8 s I A RR O A 1 4 i U T e
AR T H O AL . E AL R R S T BN A X AR g TR T H R
Pidl (SO 4 T WAR sy o A8 b S a4 A EE R 45 5 4H (S2,S3), B4 il X & &V
A, HOWLEE B ORE o X 40 M A T R R . AERES A (S FMAPMWS
RE R 4L 0 M B . BEUE . A UK B 45 I Peyer'sg i BEARBR D i gn e o T R R
fIC o R T 41 23 40 Mo 1 O T A 5 v b 0 e B A R B A AR R R LG, FEPMIW S AH O
ki R R a T R AR 2N . Chang®, #FJIPCV2 FIPRRSVXT
P20 il O WE 40 9 ( Porcine alveola macrophages, PAMs) (K 1F ], # I 40 iy & %
R, WEPR DA o T E (IFN-a). ot B IR LI T (TNF-a) LM 4010
WEAE . Wl 44 X4, PCV2 41(PCV2-A), PRRSVZ (PRRSV-A), A
PCV2 MPRRSVIE & &Y 41 (PCV2 MIPRRSV). PCV2-AZ T J5 & 18 = {H % A 40 i 5¢
T2, PRRSV-AZ AT B & 040 AL T2 {02 75 & B 4 41 h PRRSV ™ A2 1 40 f gk 4
TR AR . PCV2 A IFN-a& R 5, X750 41 FIPRRSVA & % A H I .
PRRSV{EMARC-145 HPAMs I 5] 1K) 40 Jfd 5 A2 2 N, v LA B] B M e PCV2 [ 3t 1)
M E R EE WO AL, EWE W T LR A RAN R R ] DL R A N .
Bt B IFN-aff) 45 & Pu i 4b #R G PCV2 (I PAMSs I 5 W LLJG , %FPRRSVH] i
(47 40 95 A% A5 8 1) 40 AR B A B AR . IX 28 &5 LR B PAMs &£ PCV2 [ — AN i A7 1
PCV2 J& 4t () PAMs A] LL i . PCV2 FIPRRSVIE & Ji 4t 41 oF PRRSV X PAMs (1] J& 4t i
JE MITPRRSV 5|2 (1) 40 M o A48 RN o X Bh 2% N & PAMIK G« PCV2 J 7 A I IFN-a JiT 51
&R o X M5 PRRSVA M M B W 40 i AH G (1) 40 i o5 A2 20 N 1) B I R 8 & 7 A2 40 e
7~ A3 0] BE A 38 TR A R S A Il 7™ IR 8 B 451 £ B [ (Chang et al.,2005).

5T B S HOR, PRRSVY I PCV2 i & & 4L R 0% 52 ) Y PMWSS 1) 5 BE A5
76 k4= PDNS [ A8 f A2t 70 8 2] 70 8, 2 RmpL B AE . 5
FEME FUIRKGY 70 35 BLJS . W B A5 48 A A 2 G e 52 S B &R IR E R D Be AT A TR
AT o

1.4 WAERR

X IR A QN 2 B, T e B AT W . IR RE R . B AR b B KR
K= Wi g5 &, XFEA RN R . WIS W . AT S PR E IR AR X
B W, TR 20 B — 285 & 2 W 5 ik s PCR/RT-PCR. IFA. J5Uf7 A% R 2% &
Y (ISH) W7 W B W 5. ELISA W5 . A J 4 4 2 5 977 (IPMA) . &
o A K Wi B 4y 5 A o bR UMD D7 iR R W B 5 T & A ISH A 5 T IX 4 PCVI
AMPCV2, B AR M, TR TR L8 A R R e s R A
PCV1 F1 PCV2 Jyifi S A AL A — & W A0 &0, wl BLH KRR S P 00 50 it ke 552 B8 2 1) X
s IFA EZMH T4 M7= PCV A I s PCR/RT-PCR i A 1] X} 9% 3% 11 41 218 .
BELC Oy Wb W) AT BE R e MR, PR RS W 00 B e DR R R S R B
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KN, kAW &G . ELISA W mf B - K Wl w3 vb (6 0 #5 oAk o BRIk, JR AT
W4s AT AR, DS HEMEXR. A, FATE A Dl — L
RFAE 0 08 B AR Ak W BT M R BB, RN R R R G IR TR R S
OSSR, WMk T g . R, AR N AR Al R R R A 2 R

Chung %5, O @ 7 PRRSV Ml PCV2 [ 5Z I 9¢ 5% PCR J7 ik, JF 4% 5l X B &
Y. WM AT TR . 7B RS LWL T
2SI = S e W e e 7 R T 2 N eV 1 R O (VA4 G T 8 T ) S T
D I A KR SR DL & K I I [A] ( Chung et al.,2005).

1.5 Bh#lIfFER

tH 7- PRRS 5 PCV R &5 13 4 A& HLHI G A WA, 9 s 55 A6 BN 46 1 TR & K
e IR 3 A0 st ™, H AT R 30 S0 B B Rh e 0 R G 1 AT R TT VR . BT RS SR )
P I 5 AR IR R, W AR W A R ) s WY RE L DL K™ R T 1 A IR R
LA B, W PCV2. PRRSV Ml PPV %5 . FEARUH 95 % B, WAt 4,
DR RMRE . WERAERB IR N R QB A IR, 53k R
o, N EERFHES I . B RAETRG B, NEEAMAHPUEEE
WAk K B, WHIEVRIT ., LARRARIETS . pbAh, DU N R S R R b, R
By e TR ORI 7 v, TR M RV IR . R, BRI R A,
WIS B B AR PMWS % 75 48 b 3 i (9 58 2K o Potter K FH L VE 97 ¥ TR FHVA J7 6 38
PRwE . K H Ok B R AU RN i R N BBE AR LT, 2 S6°CHVALFE 1h, AN BUAE E,
TAF A% W 5 A G R 5~ 10ml,  R] BEAC ZE T A MR RE R (Potter et al.,2002).
R B B M, s T ILAER R PMWS e AR . (H M R SEAT
B R, AR AR AR g o H AT AR L R S SRR O Rk
1 K O 2 RS AGT PCV2 K0 5 i 58N A (078 3 8 RE 12 99 300 HL BE 1 B 5T
AR EAR B, e %A R B & X PRRS B A B &M T V£ I 5T A
W AR, B AT A R AR K R g % w . TR R RS R R B B S PT
(f) PRRS K i, T &0 a0 i A7 OC 3 1) 1 %% 006 A% 28 N R il A0 B B o AF 2 T I IR b
Ul IR TR R e N T R A R el AT e, X G BE R A TR —

AN M
1.6 =B

PE 2 B AT 2 At R IR R R SR — AN 2, PMWS. PRRS %5 % i
IR THZMAFEMEEEM. PCV2 /M 1969 FF LK C A, I HIEMHRA
REsE R, W EIEAR —MEmaE. I aem il aKnmyAs NiEH,
ML 5 4F 2c A B I TRL Y PCV2 51 R 5 0 AN B R A2 O W AT, 98 36 I BT A2 2 H AR
ZHE KM PCV2 L3 P, 1 VR & B k™ &E, 2610 EX
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KA T EEK PMWS A EHFKMEAKE? PMWS I T K 2 2555 B IF oy
— MR R B B, AE AR BT AR MR B R WK %, 2K Z PMWS i B 5%
A2k P 2 PRRSV M PCV2 $T Jg 5 H 3 K o 1 7- PCV2 Ml PRRSV R & /& 4 O B
ik SE 5 AR LA PRRS I PMWS 75 9 () & A7 ¢, H b &ak & H v 3k 3% 5 W A7 1
B TR A IR o AR PCV2 7EiE e PMWS [ b B2 By T AT 4 B At
PCV2 5 PRRSV. SIV & i i A4 T8 & 1K 4L 19 5¢ & LA R AN [m] 1) 2% 8 I A SI2 i 13 30
M VE AL s G PCV2 J& 5 452 ) n] B8 B A7 fil 2 4F 1 00 DR 35 52 ), 0 00 75 28 B 9K
NIIBFSY . ol REMI 5 0L /& . % 0 PRRSV. PPV BY & o5 1 7 &%, — S8 4% e 5
A AL B PE I i &k D & AR KR PMWS (M 7 A R i R 8 T m, XA
LR B R 24 ? ST Z 1ok & X an 2 A BFST I H i) 5E %l PCV2 Al PRRSV
TR G YL TE W AR, T8 0 S R RE IR PR R A 20 AR L i R PR 2 AT LA A
T RN A S T0F bR RO AT S 0 SO M EAT VR A, AT HE — 2 O B Hb (9 i R E B
L5 05 45 6 28 5 s 4 p D) S AT RE WA G o D3 4 BT PCV2 B A I A A M AR, HL Ak
AR EEZAFB R, K#F CAP EAAEM EREN P RMEHN, HEZEE R
Gix PCV2 1) cap 2 K 7 v BCEAT T Ml & R A o A5 B RS H A PUR M 04 S 1
F, X R A DL A SRRz R A PR, O HEAT B B v s e R g B R S RE . T
Shy B T TE R RN 0 0 B A B e JE Al o

1.7 HARAB

AR B B b BE LU BE R 2> B F PCV2 — Bk, 4 PCR. AN g% 9 Y6 ik . i %
S5 TR AL 10 W RN b ME R R ) L A e . RS LAY cap BENHEAT TR R IE,
DL 79 2] HAT R 4F PR 10 PR F i 2 iR I . R R AT R S A SR
% PRRSV [ CH-la k% 58 W & B0 h 20 H &8 i B 4758, Moo x) = 2 8 & K 4L ) 47
A R e B M 3R AT VR AL O DU R B S B 2 W 4R O T 0 K 5 B8 R ) e bR
#E .
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FE PCV2HREMNIBLE

2.1 5%

2.1.1 ##Hl

Wi kLR T I T R S 40T W AT DL I B VA K O A5 0 5 I IR I vk

K ML i, K ML A RE AR AR AR R AE . pMD-18T Hi A B KIEFAY)
2w, DHSall AW 5T % R 47 . MEMK; 7% 520 § GIBCO 2 vl ,  Jif A I i W 2 L i 22
WEIML s ). D-%( 3 % B 3 OMIGA 7~ 7w . Proteinase KW [ £ [f] MERCK /A ] .
JBEHE Mg (1 0 250) . UNIQ25 #F &0 XK B ik 77 & . Taqplus DNA Ploymerase
FANTPMix R H FlAE TAEYW TREBEAMS A WA A . 25cm® Al 75cm?
g1 W 5% 7% 0% B B IiF ORANGE SCIENTIFIC A 7 o

2.1.2PCV2 BlGHRNsIPMEERSIYWKITRE N

R O &k FM PCV2 7% ( GenBank No. AF027217) ¥ il 514,
PCV2 AUy 5 A I 51 4
PPU-125: 5'—ATGGA TCCTT CAACA CCCG— 3’
PPL-645: 5'—TACAC GGATC TCGAG TTCCT GGTCG— 3'
Al CAP HH [ 125~645 Z Al Kk 520bp W% R A Bt .
AR AY W5
PP2-QU 5' —GAATT CAACC TTAAC CTTTC TTATT— 3' 25bp
PP2-QL 5' —TGAAT TCTGG CCCTG CTCCC CGATC —3' 25bp
ATy KN 1768bp PCV2 B A5 W) th Bl W A HR A R A | & s

2.1.3 mE PCV2 B4

FREC 10g R, A 500w 1 41 212 fi# 2% b (200mmol/LNaCl , 10mmol/L
Tris-HCI , 100mmol/L EDTA , 10%SDS , pH 8.0)#47 A%, B A — L&,
3000g &0 10ming P EJEMA 5001 A MKQ0mg & A MKH ImL TEZ i i
W), 50 CHME 3hy MANSABIK® @ &4, 12000g &0 10min; B L35 A
A5 R B K L, —20°C YT E 40min; 12000g & 0 10min, 2R J5 A 1mL 70%
LTS 1R, 12000gE 0 Smin, 3 b, YO T EE-TB, AR TER i#
Vvt . PCRIR N AA R : AL BDNA3 L B, A 10 XPCR buffer (Mg® ™ Free)
50 1.PPU-125 (121 mol/L) 1 n 1. PPL-645 (121 mol/L) 11 I.dNTP Mix(10mmol/L)
lul. 25mmol/L MgCl, 4u 1. Taqli 0.51 1F1 K # ddH,0 4.5 1. KN4 MH:94 C
2min ;94 ‘C45s,51 C45s,72 ‘C45s,35 ¥ ;72 C10min. PCR/™HH 1 %I
I I8 BE ke H UK R D .
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214 mEHSS

FRELPCV2 fa il o B R RE 2g , IMAMEM A K 10mL 3 AT 0 BE A) ¢,
REVRREE 3 RJG,24 0.22um A EIER T IERE . HPKIS 40 E&W 27mL 5
WEEEVEW 3mL AR 4R SR (75cm® ) LT 5 %CO, Ml 37°C & fF N B 5
48h. 7 A KW, H 300mmol/L ) D-%4 J #i 45 B% T 37°C 4b B 20min. 0 2 D-%( I
AR, FIMEM W% O)a N 30mL R KO 4k 4L 55 9% 48~ 72h. 41 M % 2 Al 3
Y, WOER G EE . HTEC 40 1 S DNA PCREY I 5 7 4 B M i N B .

2.1.5 BERRXLAFLETE PCV2 4B HK

BAKIRE R PKIS 41 M 78 24 FLB 28R L AL AR, [N 1% 1099 2 9
HE R IR 60h Ja, FEE IR H 75% R M LB 4CHEM 3~5min. 411 40
B B ar (O BHPE I 35 &2 4L S0 1. B T 37CH: & 45min, WEik 3 K. ¥t 4, 37
CTHH 45min, Yk 3 K. mamEoh Habh CimAbE, REmt, JERT#) .
R AT & A NPUIE =38

216 o EEHREERANEEEFI SR

5 HLLPCV2 AW BH P 1R kL 42 R0 41 M Bl R A5 DNA 3w 1 OB AR, N A
PCV2 &N 414 # 51 % PP2-QU A1 PP2-QL % i ik Jy ¥ 2 # i PCR [ MK & .
N AK R 94°C 1min ;94°C45s , 49°C 45s, 72°C 2min ,35 N {fE#; 72°C 10min.
H 1 %0 3 6 8% e IR Bk B I PCR =9 . Yl BT B (9 4% 47 UNIQ25 A% 3 AT
PCR ¥ al e . 2tk PCR P2 ¥ 5 pMD-18T # 1K i % 1k DHSa. I 4] i ki &
PCR MG ) % 5 B PE J5 . W@ &% 17 R P 41l . . | DNAStar % £ 247 J7 41 43 #7

2.2 #£ R

221 FHRRELAH PCREMNMFESS S

AN BEABL 5 BE 1 £ B DNA BEH, 22 PCR 4 38 F1 1% B I Wl ¢ fie W Ok Ji 38 ] 0 ¢
B2 520bp (W47 5 PR A% I R 4%y, 5 TR A A5F 3% PCV2 RS I BH Pk 1 41 2R 5 0% H
Fiv PK1S 4 5 g AT 80 R B R, BME 1~3 MR ARAGRH PCV2 B4
eGP 8 PCV2 Kk 520bp B R B B AR 4 AATF UG A PCV2 B KR 7t 4k
Sl n] AR 1) B Fh Al i b i B4 3k 45 PCV2 4 S5 520bp A B, CILIE 1D

10
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2000bp
1500bp
750 bp 520b
500 bp p
200 bp
100 bp
El1 PCV2EYPCRE E
Fig.1 Identification of PCV2 by PCR
1. & F=#MHEDL2000
2. [A'% Bk PCRXY BB
3. £ BPCRY =YY
4. K%t ER
1 2 3
2000bp 1767bp
1500bp
500bp
250bp
100bp

El2 PCRY EPCV2EI £ E F A

Fig.2 Amplification gene of PCV2 by PCR
1. 5 F = HEDL2000

2. #GPCRY =Y

3. K3 E
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222 HERBERXREIAE

WOR AT Ry e Mot . W3,

a Xx20 b %20

B 3: EERERAFEHRN PKIS A EHEER PCV2
Fig. Identification of PCV2 on PK15 cell by IFA
a %P IS B MR PCV2 1) PKILS 4 i
bR FFh PCV2 1 PK15 4 i

B PCV2 SRR 0 8 % 5E

JHTR) 4 G 3 5 06 (AR 46 7 94, RE W8 B O R BB B8 S8 PS4 Y b 39 5E i PCV2
W RE . AE PO R ABE T R LR BT KR ARG T PCV2E . R B

2.2.3 PCV2

NEESREEFEEHREEMFIINE

NH P # PCV2 AFEFE 4L PCR 54,5 ) MW kBF 41 23 A 40 g 3% N 5 L9 1
| PCV2 Btk 1768bp M #Z e H B, 5 W K/AMNAH 7. 2ii4b 19 PCR 7= W) 48 od B
KEMEHEBRFEANME G, KIPCV2 B &HR eI NAm 1767bp A . (I

K 2)

61

121
181
241
301
361
421
481
541

AATTCAACCTTAACCTTTCTTATTCTGTAGTATTCAAAGGGCACAGAGCGGGGGTTTGAG
CCCCCTCCTGGGGGAAGAAAGTCATTAATATTGAATCTCATCATGTCCACCGCCCAGGAG
GGCGTTTTGACTGTGGTTCGCTTGAYAGTATATCCGAAGGTGCGGGAGAGGCGGGTGTTG
AAGATGCCATTTTTCCTTCTCCAGCGGTAACGGTGGCGGGGGTGGACGAGCCAGGGGCGG
CGGCGGAGGATCTGGCCAAGATGGCTGCGGGGGCGGTGTCTTCTTCTCCGGTAACGCCTC
CTTGGATACGTCATATCTGAAAACGAAAGAAGTGCGCTGTAAGTATTACCAGCGCACTTC
GGCAGCGGCAGCACCTCGGCAGCACCTCAGCAGCAACATGCCCAGCAAGAAGAATGGAAG
AAGCGGACCCCAACCCCATAAAAGGTGGGTGTTCACTCTGAATAATCCTTCCGAAGACGA
GCGCAAGAAAATACGGGATCTTCCAATATCCCTATTTGATTATTTTATTGTTGGCGAGGA
GGGTAATGAGGAAGGACGAACACCTCACCTCCAGGGGTTCGCTAATTTTGTGAAGAAGCA

12

120
180
240
300
360
420
480
940
600
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601  GACTTTTAATAAAGTGAAGTGGTATTTGGGTGCCCGCTGCCACATCGAGAAAGCGAAAGG 660

661  AACAGATCAGCAGAATAAAGAATACTGCAGTAAAGAAGGCAACTTACTGATGGAGTGTGG 720

721 AGCTCCTAGATCTCAGGGACAACGGAGTGACCTGTCTACTGCTGTGAGTACCTTGTTGGA 780

781  GAGCGGGAGTCTGGTGACCGTTGCAGAGCAGCACCCTGTAACGTTTGTCAGAAATTTCCG 840

841  CGGGCTGGCTGAACTTTTGAAAGTGAGCGGGAAAATGCAGAAGCGTGATTGGAAGACTAA 900

901 TGTACACGTCATTGTGGGGGCCACCTGGGTGTGGTAAAAGCAAATGGGCTGCTAATTTTG 960

961  CAGACCCGGAAACCACATACTGGAAACCACCTAGAAACAAGTGGTGGGATGGTTACCATG 1020
1021 GTGAAGAAGTGGTTGTTATTGATGACTTTTATGGCTGGCTGCCCTGGGATGATCTACTGA 1080
1081 GACTGTGTGATCGATATCCATTGACTGTAGAGACTAAAGGTGGAACTGTACCTTTTTTGG 1140
1141 CCCGCAGTATTCTGATTAGCCAGCAATCAGACCCCGTTGGAATGGTACTCCTCAACTGCTG 1200
1201 TCCCAGCTGTAGAAGCTCTTTATCGGAGGATTACTTCCTTGGTATTTTGGAAGAATGCTA 1260
1261 CAGAACAATCCACGGAGGAAGGGGGCCTGTTCGTCACCCTTTCCCCCCCATGCCCTGAAT 1320
1321 TTCCATATGAAATAAATTACTGAGTCTTTTTTATCACTTCGTAATGGTTTTTATTATTCA 1380
1381 TTAAGGGTTAAGTGGGGGGTCTTTAAGATTAAATTCTCTGAATTGTACATACATGGTTAC 1440
1441 ACGGATATTGTATTCTTGGTCGTATATACTGTTTTCGAACGCAGTGCCGAGGCCTACGTG 1500
1501 GTCTACATTTCCAGCAGTTTGTAGTCTCAGCCACAGCTGATTTCTTTTGTTGTTTGGTTG 1560
1561 GAAGTAATCAATAGTGGAATCTAGGACAGGTTTGGGGGTAAAGTAGCGGGAGTGGTAGGA 1620
1621 GAAGGGCTGGGTTATGGTATGGCGGGAGGAGTAGTTTACATAGGGGTCATAGGTGAGGGC 1680
1681 TGTGGCCTTTGTTACAAAGTTATCATCTAGAATAACAGCACTGGAGCCCACTCCCCTGTCG 1740
1741 ACCCTGGGTGATCGGGGAGCAGGGGCA 1767

225 S EEHKNREIREEMEKL

Oy SRR R AR R A A KN 1767bp, 5 YRR E A — B . K BT I A
5 GenBank T B O H BRI AT . RATERE KRB LM B &b W
JLANAE B R ORE . WYL, WM 3k P C V 2). N DNAstar 4% 1 5 AF Xf X 28 %
FIEAT R JE M M R . B PCV2 Ak 2 ) &% 1 1 /7 51 A 98 1 39 1R /& (3R 2). &
WK B R AR S EBR CAF055493) RIEMER 99. 4% ; S EEFHI =408
FE 16 1) 95 PE 43 5 R 77.6%F1 80%. FTIE) 6 £k PCV2 ##k AF055394,AY 181946,
AY188355,AY264039,AF201897,AY 969004 2 [f] Al Y& L& i o i T S U Hb T i PCV2
BEMRI AL 2 e A B e S O R o FRATT AR 4 AT BT A B RR AR PR ) 2R R B 2 4
TR K EHLWE 4). N AT LLE . PCV2 2 A0 S B R &, 7 ¥k PCV2
TYIML, b S BR4L s B2 AR . HP AR EKS
P B AF055394 SRS R RRIE. £ — DX HNEBMNP S EREEEHK) 5 5 K
PCV2 (faf 25 L WiV REEMM K A —K, REXARE, 5 — 79X
i[5 5 Bk

13
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RIPCV2 EH2ERFAAFT LK

Table 1Compairson of the complete genomic seqences of PCV2

Percent Identity

2 3 4 5 6 7
B oo5 (963 (998 |99.8 |79.9 |80.3

96.0 |HIM ©5.3 |55 |55.4 [73.1 735
52 1974 | 956 967 |77.3 [ 779
0.2 1970 | 3.4 | 998 |79.8 |80.2
0.2 (970 [ 33 |02 | 797 [80.3
0.2 {969 | 34 |03 | 04 | 994

0.0 [965 [ 31 o1 (o1 |02 [N
2 [ s 4 s e |7

AF201897 HOLLAN.seq
AF264039 GER.seq
AY181946 TIANJIN.seq
AY188355 ZHEJIANG.seq
AY969004 HENAN.seq
Panjing.seq

AF055394 FRANCE seq

~N[ OO~ WNIN | —
~[oOo|O~HNIN | —

AY188950 ZHEJIANG seq
AY969004 HENAN.seq
Panjing.seq
AF095394 FRANCE.seq
|_ AF?O 897 HOLLAN.seq
81946 TIANJIN.seq
AF264039 GER seq

43,6

45 4 30 N 2% N 15 10 0 (
Nucleotide Substitutions (x100)

B 4 PCV2 HHB &R G LRt

Fig. 4 Phylogenetic tree of PCV2 genomes
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r R AP R e A 2 A7 18 3 55 8 PCV2 IR BRI 7 29 5 €

2.3 #tig

AR KoK BE . PMWS [ LB B PRIS 41, B A& 4%, 4 B D-& A
2% Ab PR PKS 4 B, R T R 4 MR OE B, X T e 5 D-2 A B S T 4 i
HEN S W 3E 0 R B 5 AT ¢ (Atsushi O, et al. 1999). Jl PCR JEEH 1 PCV2
RSk v B o F PKLS 40 i i 2¢ e ik 50 3R B I 4 & B W O PCV2, HAEK R 4F
FIH PCR #Hi R Bl sz T %Ak PCV2 L4751, I6 K B P 51 5 B P4 5 b
AT T R R MR G K R Hr . &5 R R A5G 1 28 4k 5 45 B 1) AF055394 5%
GRAEBIE. £ DX AR B ERAK)S 4 Pk PCV2 (fif 22 EE . 07
VAR R AR D) A — %, SR KRR o5 — 40 3 B R 40 & bk 5 18 [ 3 Bk o
G R, M NSSE . BE WK PCV2 2 B RR S, D 4R R I — S
WMAEE — & Z 5, TRl T PCV2 AE AN AR BE & 1 FAAAE — 282 %, a8 B QW
PCV2 4y B FEOR 5 v BE 8 2 M 3 1 o A I8 53 vl g S8 B L &= K& AR
A0 AT fE YR BRI S o X TR T R 4 M BE 2 PCV2 4 B R OR IE S . (H %
T3 B KW B . B B KT 5 R SE 5K RO R IR g AR OGP R )
AC A DUF S, A8 B R R IS () b DXk R Y PCV2 KRG R AT T e 1 o 03X R A
R AT B A, InsR ] A AR T AR, W4 PCV R HE— AR N o AN N
B PCV MBI LAE, R Nr & Bl BORCRE S R I vk o AT T2 I AT R AR
A, FAE PCV WAT ML, A R S s B R .
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r R AP R e A 2 A7 18 3 B =% PCV2 ¥ cap i/ 5 PR R A% Rk

F=F PCV2 1Y cap BHERHERZFTIELMEHHHAR
3.1 #HElAx
3.1.1 JRHL A #%

pMDI18-T i FEH &M T Ay TR (CRIE) ARAA,: FKEHIE pET32a 4
Invitrogen 22 ) 7= §h s KW #F % DHS5a A1 BL21 ( D E 3 ). BamHI. Xhol % T H ¥
WHEAEY TR CKE) AMWRAA; DNA KR4 7 & o L5 A 5 5= 5
Wizard Purefectin Plasmid DNA Purification System JJ 1 Promega A #; T4DNA
ligase &y MBI 24 & 7% i o

3.12PCV2 EEAM S

CAPIHE I AW 75 (W F Z 45 M 8 1, W B #5 10 &% A 76, tH i 75 5& 8 4 ORF2
%t (Nawagitgul et al.,2000), R F B LA M5 AEE E&XMBH S5 T 4. PCVI
HPCV2 (JCAPHE H A H 233aadl Be, 24 1M [\ W AL A 64%. 2 i 7 W CAPHE B
HL AT R Ak AL A, 4 AL T PCV2 Caplff) 143~ 1452a 2 PCV 1 ] 102~ 104aa
(Hamel et al.,1998). % lk#14ffi (PEPSCAN) &5, PCVI 5PCV2 [JCAPHE 1 I
A8 A8 5 B P e %, RIS 2R 50 o, YRR IMLVE 4 I CAP IR 13 A Bt IR AT X
PE, BEPCV2 MICAPE AP (HPLR) ANHESPCVI CAPE A (HFith) KA K
B, AT R RO X AN IR PR A AN CAPE OIS T WY 2 KE R KL,
PCV2 CAPHE 1 L A7 45 3 N M HLIR AL £ (65~87aa. 113~ 139aat 193~207aa)
(Mahe et al.,2000). X 4@ 74 KM PCV2 (I 2% 5 35w T 3. W E o
rizE A5 F8EA 278Ku, ARMKKMREMN S T EWZFMRK, M 28~36Kuh
( Cheung et al.,2002; Pogranichny et al.,2000). CAPZx 1 N & & Bk Pk & LR (W
WE®R), SEAMBENEMNH K. Liugk (2001) XFPCV2 ORF2 % K (Bl capt KD
AT — RAIRA KXY, CAPEAMZ N ENMEHNGK 41 N ERF VMG, M
— BRI, AL T 12~ 18 £ & 34~ 41 {7 1) 24 5 R XA CAPER (1 I 4% 4 & A A5 ¥k
SE PEME M . NawagitgulZd (20000 # ORF2 KR o b 5 T B gl g h £ ik, a0
SR L AL 77 ) Be H B A e B BE A% A S8 AR BURL, AT #E — 2P E S ORF2 K A 4 i
52 R4 58 R (1. cap3E I B B 1 (Peap) 7 Tcap il I nt1328~ 1252, 5 SV40
We 3153 2 7 A HL . Peap il PEAH X AR K ( Mankertz et al.,2002)

313 ¥MBKITEE MK

A DNAstar # [ 5 20 #1801 70 i 55 DAL K &6 b I3l HEI CAP 3 (1 al REH
G s 1k AN S N Jg R IR R X B, MR R SCHRROE 7 B R A (R cap 2D, A
A Primer5.0 Bt — XFHF AL G140, LU cap 2% I Oy LA G 48 7~ W) O K 520bp 19 )

16



r R AP R e A 2 A7 18 3 B =% PCV2 ¥ cap i/ 5 PR R A% Rk

B (f7 T cap 2K nt125~645), @4 A CAP520. fE4 M Jv Be iy b3 A1 i 4>
551 N BamHI Al Xhol 8§ ) £7 #4 .
PPU-125: 5'— ATGGA TCCTT CAACA CCCG—3'
PPL-645: 5'—TACAC GGATC TCGAG TTCCT GGTCG— 3'
709 cap JE R 47~200 72 BE R, 0T R Z 4 2R o B DAL R

3l4cap Ao EEK PCRY MR ZE

75 50l N4k & Hn 5pl 10xEx Taq Buffer (& Mg?") . 2U Ex Tag DNAZK &
ff (TaKaRa) . 0.4pmol/L5[#. 200pmol/L ANTPs. 1pl##R . [A I #3721 DNAK
X, PCRR N 4fFN: 95C 5 min; 94°C 50s, 55C Imin, 72°C 1min, 35
AP 72°C ZEAH 8min. N G5 5, B Sply B4 77 W) 0.8 %3 IR Bl HL Uk A A 45 AL .

IS EHEHRNMME

4k ) PCR = 4) CAP520 Fl J& #% K 18 8 4k pET32a, 43 % H BamHI F1 Xhol
i), TADNA ZE BB 16 CHERET R B 10l WM A 50l K32 A4 M DHSa
o, BRI A JE UK 30min, 42°CHR 90s 5 oL BFE T UK Smin, AR IMA

AAAAA

AR HEHEEM LB E MK F, 37CHE xR, 53 E4 K& ER.
36 RIEHFHBHLEE

B4 ki BamHI Al Xhol My D)%, HIk MY 455, L DNA & 7=
Marker15000. Marker 2000 4 =M, JIW & A BB K. K% we MR EH
J5 L fiv 4 4 pET32a-CAP520,

317cap ERFEBLRERIBFERIE

B100plch &8 % 5w & A P M 5 41 i R pET32a-CAPS520 ¥ B, 7% 10mILB
(R 30pug/mLa R & =) T, 37CHR# K FF 3.5h, 2 O0DgoofE 4N 0.6 I,
W ImUKE 5 0w A B, R W R IMIPTGR & W % 4 0.6mmol/L, 37°C i 3
4~5h . H % FHWE T UK LKA Smin, 28 5 10000rpm & 0 Smin 3k 40 1 - FH 2.5ml
(0.25 5 15 72 HAK B ¥ 1) 20mmol/L Tris-HC1(pHS8.0) & 7% . 10000rpm & L 1min,
RE B EISW . 4 ytyE )/ 100pl PBSHE &, HU 10plih ¥ FE 4 347 SDS-PAGE:
Wo mAEARBE 2 5 EREZMRIRS, TR T EN Smin, A Y17 SDS-PAGE
AT HEH W RO, KHWAKAE 15min, WEL R .

3.1.8 E4H &E 1 &% Western Blot 9 #f
RIEEANLSDS-PAGEH K5 B R IHMR A 4 R (NCED L, HE&FH 5%(w/v)

17



r R AP R e A 2 A7 18 3 55— % PCV2 ] cap {70 5 A A% Rk

fii g @5 K K PBS (pH 7.4) T 37°CHLH 2hdf MINCHE; PBSTYEW I 3 W5, MA &
1%PCV2 % # 2 w0 B BHPE L3 M PBS37CH#t & 2 hs PBSTUE MM 3 K5 H — bifs B
W (150mmol/L NaCl. 50mmol/L Tris-HCI, pH 7.5) ¥E¥% — &k, %X J5 i A H Tris-HCI
e 1/5000 B RE IR B I A1 W G bR IC I R B 1gG37CIR A 1h: H ZHiMm B
WOEH 3, IMAE émg “ B AR . 10u130% HyO,/ Tris-HCI, pH7.6) & {1
15~30min, WM H I B M &KAFH, KEERZILE M.

324 R
S2Q21FEHMPCRIERTENERE

H PCR Y 3 T H & A CAP & 1 1l BEAF 7E I T 9% J N R A7, {7 & 7E cap FE R &
TR 1254067 & 645 £, 3L 520 DBl JE . LA PCV2 ) DNA & B4, il ] 51 %) PPU-125.
PPL-645 ¥ 1 1 £ 4 520bp ) PCR /% ¥ capl25— 645, HHW KN, (K 5).

+«—— 520bp

B 5 PCV2HY) cap®: F PCRY 1#

Fig.5 Amplification of cap
gene by PGCR

1. 2 F2#4DL2000

2. PH % Bk PCRYT BB

3. HBEPCREHY

4. k3t ER

18



r R AL e A 22 A 18 5 55— % PCV2 ] cap {70 5 A A% Rk

322CAPEHIEERX S

G M e E, AR S F DNAStar X PCV2 %6 & 11 cap JE N 1 E A P
BIREAT SR K ME R BU IR 0 A (B 6) KW, & CAP EE MR ML E W 125 1 2
645 AL A A, RAKMER A, HPrIR MR, P ZBAEN B KA BN R R L&
& pET32a.

A I—— ) {1 JHEE mApha, Regions — Garnier—Robson

A — = - - = B W/pho, Regions — Chou-Fasman

B —i—— - ——— W Beto, Regions — Garnier—Robson

B ———— | | E EEE W Beta, Regions — Chou—Fasman

T ITH—MH—+—+{H {1 HE———1 OTurn, Regions — Garnier—Robson

T — =

C 1+—1—-+ ft 1 {1 1 } 1—1 OCoil, Regions — Garnier—Robson
4.5

0 @ Hydrophilicity Plot — Kyte-Doolittle
-4.5

— N mApho, Amphipathic Regions — Eisenberg
¢ —HE—H - - HE———— mBeto, Amphipothic Regions — Eisenberg
— - - EEHEHE— - @ Flexible Regions — Karplus—Schulz

0 @ Antigenic Index — Jameson—Wolf
-1

7
6
1] N\j\u A, /\f\wwm f\f\m A FJ\AUJ\/\ VAJ\ )

O Surface Probability Plot — Emini

6 CAP EHINEE X 1T E
Fig.6 Analysis of functional fragments of protein CAP

323 EHRBREHIFME

¥ % PCR 7“4 NJE M £i5 1K pET32a J5, 58\ ik pET32a—
CAP520, BamHI. Xhol X g4 5.4kb LA LA 0.5kb E AL B (FH 7)), 5
S I N K 5 25 ST 37 s ) AN 5 ] et
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r R AL e A 22 A 18 5 55— % PCV2 ] cap {70 5 A A% Rk

15kb

5.0kb
7.5kb

2.5kb

<+«—— 5.9kb

1.0kb
“——— 520bp

0.2kb

7 pET32a— CAP520 9B £ &

Fig.7 ldentification of pET32a— CAP520 by
restricted endonuclease digestion

.45 F& DL 15 000,

pET32a— CAP520

pET32a— CAP520 (BamH|. Xhol) 5.9kb+0.52kb

. 4> F £ #x fE DL2000

.#E @ PCR =4

LKAt BR

o Ok, WD =

3.2.4 SDS-PAGE MM EEHEH

SDS-PAGE 73 M1 ( & 8)% B, H 4 Jii ki pET32a— CAP520 7 K i #F % BL21(DE3)
Rk GkIE 3D, EAERAS TR KDL N 39ku, 5K 7B KA

97.4ku

66.2ku
44 0ku

R

39ku
31.0ku




r R AP R e A 2 A7 18 3 B =% PCV2 ¥ cap i/ 5 PR R A% Rk

3.2.5 EHE BB Western Blot & 45 &R

EAEAENEPIR, PCV2 £ w B MM E/E N — i, Western Blot ¥l &
HEAMRMNEE (B9, BHEA (JKiE 1. 2) F£R6O G I S8R5,
7 B AF 39ku &£ 47, 5 SDS-PAGE i & — &, 1M 2 8 4k 76 41 7 A7 & ) R o B0 4% 415 &

1 2

97.4ku —> s
66.2ku —p w——"

<+«—— 39ku

20.1ku e

9 {HE B — CAP520 Western-blot il &5 R
Fig.9 Western Blot analys of His— CAP520
1. & B8 Marker,

2. [HTE pET32a—CAPS20 B IFFRIEER
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r R AP R e A 2 A7 18 3 55— % PCV2 ] cap {70 5 A A% Rk

3.3 1ti8

ARG ), T KL T PCV2 I cap i 73 2 L, T AN &8 R X H I A BLatir % 2
PR G A A E IR — CAPS20 MG MAE . MR RIE AP, JTI 2 U
KMo A1 w100 i T A R GE SN DN, RIB M E AR N RE, BT
W AE . — BT SR E, REF SRR REAIREER. EA0E
B I 5 H AR 5 R % . (H 2 WK IR A R T Bk A AR R R
MiAT A FEHEANLNL, e EZERIEFEENEAERD, E570 &R
FLff) DNA, RNA,RNA G L EWwIAEA. M pET32a RAKEH M EA L
5 b 2 B D Rl B A B K, Al DUAR A 5y b R B AE N A 24 i v 2l 4k |
MEA. WL W RE. Ral. K. BESEy e Irdkmm, hT e
WA ORI R L AR B R E A AR
A UK B 7S 7 ik B B2RECRE TR R R AL IR AR SRR R T 8M R B A U R a I A IR
B, BREEWKEMRIRRIREN TE»PERMEEHAEALNE, SRR NEA
2 Western Blot W5 LL X 4) 2 () ELISA W80 R W % & A B A7 B4 0 Sk i k. X
FaifbEHEALERNREmR, ATUHESR SR, XHERE LT NiHE 7%
MR A, BEAC T AR A, JF Haife T2, & T KRB H & 5L

AWFFEA A pET32a Ji #% R IE R G & K& T 7> ORF2 &, MixE4EA
TR0 PR MG R aF 2R, #Ib s 7 TR PCV2 $t i 1 I3 5% 2 W 5 3k . &t
ELISA [ W46 F R BEAT TR0 MR, Ja S04k il A P 0 gk 52 . 13
B0 K. g fE B PRI A E L o R R B AR AR ) AR A AE BEAT
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r R AP R e A 2 A7 18 3 SEPUFE PCV2 I PRRSV ST 4R A YL

HmMIZT PCV2 #1 PRRSV IFIE R & BUEMR IS
4.1 MBI 55%
4.1.1 S04 A0

PRRSV CH-la ¥k Hi W /R 15 09 BE B 20 BT 4R 47, PCV2 W5 % 4k 20 85 T 00 7 4 5 40
AL 2T 5 B R SIS WAy 9% . Marc-145 A PK-15 41334 g o 19 4 M
B2 I 1 R S5 BE 5T R A

4.1.2 EENEE

BECKMAN & # & O Bl J21-M . GS-15R & & & o Hl . PTC-100TM
Programmable Thermal Controller PCR 1% . 8 & % ¢ & 8 (Lieca A F ). 7t
J% il Ceppendorf AG, Germany). SDS-PAGE i [ Hiik 1 (BIO-RAD). Nikon {#]
B RME . JEM-1200EX A& S M T 2 EE . HZQ-C ZF U #ZIK (WG /R IE 17 AR Bk
BT ARITEAMR A, HE/KKH DK-8D ( LR HF R B LHRAF ). K
WUKH (SANYO 2 &), 7 3 &1L (Cole-Parmer). [ b5 1L (Model 680,
BIO-RAD) %5, 35 W M5 /R ¥ & B2 B 50 Jr 42 it o

4.1.3 W 7 B H At #4 wl

Ex Taq DNA % & . DMEM W [ Invitrogen 24w ; B4R & 40 46 2 B b i e Bt
M 1gG M A % [ Sigma A #]; AN MEMW A BilgE R AEYAERA A 6 fLM &5 R
M. 96 L1 & K FE W H Orange @) ; PRRSV. PCV2 £ v [ BH P i i 1 58 [® 4
B 48 JH K %% Yong 18 - s 1 . LAt X 70 o4 [ 7= B 11 43 #r 4l K 7).

4.1.4 3 538 % it

#EFEPCV2, PRRSV, PRVIMLE B VE B I = BEFE, & H™= T 15 H 8 A7 5% 3k 47
R, 3EH Bk 3 Bl v B AT 12 3k, BEML A 3 AE N IRK Zh . Xt
M4l 3 3k; PRRSV4L 3 3k; PCV2 FIPRRSVIE & Y4 6 k. 3 A, BLPRRSV
A (3X10°°TCIDso) MIPCV2 #5 # 4 B Hk (3X10%°TCIDse) Wi & 7 L iy, W
B9 B 4 3ml/3k . PRRSVIR K 4 PRRSVE # (3 X 10°°TCIDso) 3ml/3k, X ik
5 ZH PBSIH & 3ml/k o WL ¢ d 5 PR WRCTE Sk 0 8 AR R W UL, B R R AR LT R A A%
e o9l T84, 7, 14, 21, 28 Fl 48d K& Wi 58 WA HEAT HIAS . c % JF BIE B bk B &85 1)
i A

41 5PCV2iF&=H1E5% . DNA BIER & PCR #&

2 Tischer i 38 (4 J5 V& 347 40 I AL AR 109 B I35 B2 MEM W, R )5 ¥ 0 75 4%
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e ] M A 2 e Al 2 A6 18 3 WPy PCV2 Fil PRRSV SR TRA B

NI B, T 37ClME IR, NP XM . £ 12h J5, JH 2~3ml
D-#i % B i 37°C K & 30min. WA 5, A PBS PE¥k 3 &k, i L 10% [ °H 5%
W, FE 720 JEUCEE R SR RL 3 U, A A0 M A, B 1.Sml N N B0 R 12000rpm
# 0 6min. Hl PBS ¥e¥k, WA HE L HAE 3 . M PBSWIEW 3 kUG, WU,
W (WM RS, BT S0CHEAA P /EH 2he BURIEFM TE M1 il £2
— & (12000rpm & Smin) B EE . H & 0757 LE (24:1) #li$2 (12000rpm &
O Smin) BB . A 2 AR B A LW -20°C 1 R PTIE . B IR P, 70%
ZWEVE 1, BB T TAEG T IRT . LK TE (pHS.0) A& DNA, %4k
Ik B .

PCR % M
B A DNA 2.0ul
dNTPs 2.0ul
10xBuffer 2.5ul
UG 1.0pul
NG 1.0ul
Taq i 0.5ul
ddH,0 16pul

FANE X

95°C W48 ¥ Smin; 94°C 1min; 55°CiE ‘K 1min; 72°C %/ 1min; 35 MEH .
A 72°C ZEff 10min.

4.1.6 PRRSV {5 & 1% & RT-PCR

Marc-145 410 A2 K 2 2 5, 78 228 FR W, KW 1 PBSTE & 55 98 i A 40 i
3. RJEHC ImUR % B R T 20em® R 240 B, 7 37CUCH 1h. RS,
N B 3% B4 iE . 1% WL DMEMI 41 Mg 55 97« 76 37°C FH59% 3~4 R,
L 80% W WAL 5, KA MR R E R 3k, W ER D T —207C
A7 % H

WO B85 29, 4% TRIzol : A M E W N 211 (600ul 2 300pl) fi A TRIzol if
A, G s 0 E R, #E 2min, NIIANSEABBEG HEE 2 AANE (Y
450ul), PP F W, 1EM 3~5min, 12000rpm &0 Smin, S EM R HE, -20
CAEM 5~ 10min YL ¥E RNA, 12000rpm, 4°C &0 15min, {83 5 H B ®E T, -207C

A7 % H
RT-PCR [ M ] cDNA & Bk & -

MgCl, 2.0ul
10 X Reverse Transcripase Buffer 1.0pl
dANTP(10mM each) 1.0ul
RNA inhibitor 20 {77 0.25ul
oligo dT Primer 50pmol 0.5ul
AMVReverseTranscriptase 0.5ul
DEPC 7K 4.75ul
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e ] M A 2 e Al 2 A6 18 3 WPy PCV2 Fil PRRSV SR TRA B

30CYEH 10min, 42°C/K¥ 2h, 99°C & ¥ 5min, 5°C4EH 5min.

PCR % M
Bt DNA 2.0ul
dNTPs 2.0ul
10xBuffer 2.5ul
G 1.0pl
ik 1.0pl
Taqli 0.5ul
ddH,0 16pul

AN X &

95°C ¥l A8 £ S5min; 94°C 1min; 55CiE K 1min; 72°C ZE ! 1min, JL#HEAT 35 4
T, 5 72°CHEAf 10min. ¥ Fi& PCR P9 H 0.8% 19 5 JIg B4 &k i v vk W ¢ &5
B,

41.7¢HARFBFERE

WA AR R AL, B8 G JFo MR Bl VAT B A5 ) oA i R ) R BE AT
UGV RY A . RO AR WY R U HEAT 10% K AR R SRR e, A > 24 NI RL E
[ G R S, BRI LB K, THEEW, B, B, UA, A
FZ-PUOMHE-E)REO BT, OB FRSEEh.

4.1.8 BEREFERAIRXE

B B A 45 20 AL UM BHE BB ERIAE BROUK SR D) R, RE L 75 % TV I 4
£ ACAER] 3~5min. 8 10 40 F B 4 (1 FH Pk a3 95 45 D0/ b, 3 50 7 o AT R A .
BT 37CH A 45min, Yok 3 K. MO P, 37CHH 45min, Ye¥k 3 K. ®E
gt i O, RFEWH, RERTE) o T2RO6EME N,

4.1.9 A ELISA A 93N 3EdH PCV2 #1 PRRSV ik

AR K & @ ELISA R vk . ¥Rl A R A0 & o B B 2% v
(0.05mol/L CBS, pH9.6)ffti& UM B R A LI & Ik Mk, 4Cit®, MW
PBST(& f 0.05%Tween20 ) 0.01lmol/L, pH7.4PBS)¥t 4% 3 ¥k, £ ¢k 3~ 5 min, W
KL B+ RIEH BB (EA 5% B I PBS)RESL 150ul M 1.5h, Ut & [F
e THEE 4CIKHRERT.

KR Ay B (S 1% P s AEAr PBSHME Y MHE)E, &1L
100ul, 37C®EANIEN —ER MG, WK L.

B R BTG 0 B br P W R A 1:10000 % B J5 . BESL 100unl, 37°C & A E M
lh J&, wE¥F E.
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e ] M A 2 e Al 2 A6 18 3 WPy PCV2 Fil PRRSV SR TRA B

KL 100l F B MR - A5 B R 22 b B (pHS.0) IE A (10 48 SR IR 4 W
(OPD 4mg/10ml & 2pl 30%1) i A b & ). = i@ K N — & i A, B 2mol/L i &
VR AL Sopl &l N . H B B bR A K 490nm &b H A LR, e B AL Y Ok
R W AH (OD fH ), BN FE R CFAT A 2~ 4 FLICF I 1E .

4.2 R

4.2.1 Iffs PR iE 4R

40. 2

—— R

—— PRRSV UK Y4
E=popsEl

39.2

39 ¢
38.8
38.6

. 7 1 21 28 1
B i KA (dpid
4% He B F B R Ah, X IALRE %A TS . PCV2 Rl PRRSV i 75 8 e 41 5% 09 W), 32 ik

RS PRRSV Al ML W& B4R TH T PRRSV HLplUB YL 41, H 4
FF I (A B2 PRRSV IR QLA K, WAL R & T 0 4 . p BR AL W
Bk VRIS, BV G R G A R AL N BE RS Sk 3 Sk H BT R IR A
HoporsksET: 4 kPR

E 10 i 36 5% B8 o 1k i &

Fig.10 The rectal temperature of piglets

4.2.2 A IR % &

P BR s v &4, KRB BLAIR AL . PCV2 il PRRSV & B4 4

B MW A2 5 PRRSV ALAHABL, 8 i v vk T8 &5 R i 28 5k 12 45 i K 2~3fn, i}

EZRR R S o T s G I S =N /N N 1P S = s B S s 7 S A S W B R =

JUE 0T Hb AR, SRR SR KN H I A, R A B i B MR SR T A D A il R

G A /> B B A0 kL s A 3G A P TR IR R A8 R R B O AR o I U K,

I UL W 20 # 6 B B, H SR R JIE A RS I OK B R B, 2 Sk R iE R B S A
L PR g . 3 Sk I Al AR UK 4 K b
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r R AP R e A 2 A7 18 3 VY PCV2 FI PRRSV W7 IR A R GL

A23HAFRET U

XF AR LW WA R AR, PRRSVALSE 3L 5 LURTPRRSV N T X0 75 4% AH BL 1)
[V > N 1 9 0 O 2 I U A |61 95 /NP W =~ | S Ll = e
IR 1B O = I S 7 NG 1 /B RS SO S 1377 O NS R PRSI i B 1 (R
o WMk YA B A M i Ok, Bk N Ah B Al B K i, ZDEE DX R AR . W4
JEVL I OC, O DO Tl AR R 4, A% A0 M e 2> o T Al R R R R R & Ok
REERFE . FROARM K, DR SRR . T 40 2 BUR AR P, T 41 i
AR, BEEERGE . VA ML, MG A D= KA M. 23k IO L AR
YE TR AR PE o O JUUET 4 RORL AR PR o VR A IR G LSk BN D Bk B A R Al i b
K, B/ANE B RIRIE, 7E28dpily, 13k %% 8 b 20 21 i & J [ K iy, PCV2HFI PRRSV
Y18 ) ) ST PE i R S5 PRRSVALREAHAL, AT ) Z F™E CHEMx—) .

A2AMERMGRERARLE

X 2 R K B PCV2PT IR - PCV2FIPRRS VAL 3% 46 i b 45 K & I PCV2FH M 41 i
PRRSV YL J% fifi 5 4 51 & il 98 9 & 4 PRRSVEH M 41 B9, AT E & 45 /> & (I PRRSVEH
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Fig.11 The PCR of PCV2 in coinfection group in serum
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Table. 2 The statistics results of PCR for PCV2
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Fig.13 The statistics results of ELISA for PCV2
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Fig.14 The statistics results of ELISA for PCV2
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200mmol/L A HERE (DTT)
4% SDS C( HL¥k )
0.2% IRy iE

20% H
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13 B

i
K
K 2 .

90ml
90ml
10ml

X% O st (R250) 0.25¢g
W AR G U8 A% I U B 2 URIR ) 5

14 Bt
Gl
K
K 4 1

15 9l
H 2 &
Tris %
SDS
H
ok &

16 S5mol/L NaOH
NaOH
7% 7K

17 B MW
i fig FL

10mmol/L PBS

18 Hank’s
NacCl
KClI

NaHPO,.12H,0
NaHCO;
1% 21
%8 /K a2 1000ml,

19 0.25%J i
NaCl
KClI

90ml
90ml
10ml

2.9g

5.8¢

0.37g
200ml
1000ml

20g
100ml

5¢g
100ml

8.00¢g
0.40g
0.134g

0.35g

2ml

10 %% 55 & K % 20min, 4°C fif 47 4 H .

8g
0.4¢g
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Fr R (5H,0) 1.12¢g
WER — & W (2H,0) 0.056g
NaHCOs; lg
CETR lg
i 1 2.5g
mEE KR 1000ml FHJE 4% L IEBR B, 7035 H-20C % H S

20 ¥ (PBS-T)

NaCl 8g
KCL 0.2¢g
Na,HPO, 1.44¢
KH,PO,4 0.24¢
Tween-20 0.05%

W pH & 7.4, MEEF/KE 1000ml.

21 AR -

0.5 ml 1.0 ml 1.5 ml 2.0 ml
A (20mg/ml)  5pl 10ul 15ul 20l
SDS (10%[w/v])  25pl 50ul 75ul 100ul
NaCl (5mol/v) 10pl 20ul 30pl 40ul
TE (PH=8.0)  460pl 920l 1380ul 2300pul

22 4 S IR MRC U I 3K -
7E 500m1 ) %% 3 MEME: 2 % A
SP : 0.25% [2.5ml/)i ]
Mmig: 6% [30ml/if ]
— T 2~ 3% (W I, AR ARt F 6% 1 il i .

23 A KL FE 2% P M PBS

Na,HPO4 - 12H,0 2.85¢g [ Na,HPO4 -+ 2H,0 1.42¢]
KH,P0O4 0.20 g
NaCl 8.50 g

G & 7K 2 1000ml [ — B BE Jl 1045 o B8 1 Jst v, JH I 7 B ]

24 GG PULRE W

e B = 15ul [+ 3% %]
Pt P 125ul
PBS 6ml
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T 964L i F n A50ul /4L

25 S b H i G ) -

itk 1R ‘M 8.0 ml
R 8.5ml
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GBS CA S v (AR RT PR RS I AN, ORAS IR CARAE R, a2 AR, ™
THEC. RN BIESHIRES, Sfkie. A0, $dFH AN 2R AR Az
Fcredend, BREAEZa. =90k, PITEAAR LS TIORORS . BN TR S Tk
AR, BRI SE R T 5. ARG, 1 i) s i 2 i I AR

B U T AEAE 0 = R R AL R 0K NI i A 20T AN I R e R el
e R SR L B SRR AR 4 T I BC A AR D A B o [R]IN tak )  A
F X RS e AR TR P R AR, A IRAT A R AR

R S R 2 ) S A P L R . AR VRBOT . RISt IR AL KR
PR AR AR A e R 1) RSN R R DL SR ARG, IR AR RS e A R
RISCPR, T b ™ R 1R SR A R K

[FIRE PR RS [F) 27 AR D e PVAR DRI L BRI L e R, ot 2K
At TRt R RKmit . AL, SRR ML WSt 2t

SR B = I R IS D3R A B IR 9 DA ARG P I R B A SRR, IR ALt 3t
WFE ARSI SO PSR I P T R

fifbbhley, REIRI SCRF RN SCRE A 2 B LA M R (AR MR TR R, 2 b AT (R )
SOV BRI 2 R A M) 56 Bl b o

LR 1) P AT S LA B BRI SE A Rl 22 R7s 2L R R
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MoK, Y, 1979 A, NE W B XSGR AN . 200347
BN T 5 Rl K2, SRAS R 2% 2% LA, [ AR 25 N R OE B 27 B 2K
BE Al 25 A7, 20044F 7 F 8] 0 /R I 5 B W 9T BT % 0 = O ZE 8 SCE ST, il Ak
HKLEREM AR AL —FFRAENERZFE SN T 158 by Ry K
o, R T CMHFEREET REWR S, w3 A A B K RO T R RS
258 o

WK R AF L
1. KR 8T . PCV2 Al PRRSV TR A & G 0F 50 gk e b (B Ty 5 B 24 4R, R R 3R .
2. F U TR T gk WL 2 S8 SO I K 1R T U R R Y R S IR 2R i

TP PN A I 2 VRS v [ 9 BT 5 B 2 4R 2006 ,28: (3 TI]) 341~343.
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