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dendritic cells, MoDCs)i& 7 ;% %8 ¢F cidp B & 47 > 11353 PCV2 et g & v & tR(LPC
Virus, LPCV)2. B eh% 3 7% o 2% k7 > 4 PCV2{c LPCV £ & 4 PF > &5
¥ # R ¥] IL-1 ~ IL-6 ~ IL-8 ~ IL-10 ~ IFN-o f= TNF-0 3 #.8 7" mRNA £ 3RE » &
-0 F A s HpIF)IL-8 ~ IL-12p40 fr INF-y 3 $2® ch& 3E » ¥ by 3 PCV2
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m PCV2 #13 end B F R #2928 £ I ehE eh INF-y 12 2 3% % MoDCs % =

£ 37 12 §E PCV2 B8 LPC 4 w ok i e30a o 7] o
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Abstract

The Lapinized Philippines Coronel (LPC) vaccine, an attenuated strain of classical
swine fever virus (CSFV), it has been noted that porcine circovirus type 2 (PCV2)
infection adversely affects the protective efficacy of LPC vaccine. In order to
investigate the possible mechanisms of the PCV2-derived interference, an in vitro
model was established to study the interaction of LPC virus (LPCV) and PCV2 in
Monocyte-derived dendritic cells (MoDCs). The results showed that IL-1, IL-6, IL-8,
IL-10, IFN-a and TNF-a mRNA expression can be detected in early stage of PCV2 and
LPCV co-infection in MoDCs. In addition, higher protein level of IL-8, IL-12p40 and
INF-y was also compatible present. Finally, apoptosis and low surviral rate can be
induced by PCV2 and PCV2/LPCYV in the late stage culture of MoDCs. The results of
the present study may partially explain how PCV2 infection interferes with the efficacy

of LPC vaccine.

Key words: classical swine fever virus, porcine circovirus type 2, Lapinized Philippine

Coronel vaccine, monocyte-derived dendritic cells , in vitro
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B RSB X 39% & 95% o 75 s+ (Classical Swine Fever Virus, CSFV)$t 4%

%

b

wiz B3 FAREL el € R0 m IR C IR M T e i A B o LA kR
i T LGB B ERE L DRFPG] o P HFER S BRRSF R L FIRY
BpEpAY TESFREEMEL - P RIPFIIZFEE HEFE g
7 it 7% Jg £ v (Lapinized Philippines Coronel Vaccine, LPCV){s » = i &8 kg &
BERA o PR TR AEMRE S o LR F B TR > EE
e FP 5 LPC £w R A S RARIFIcERFIFRDAEENNE cITE > EFF

3] 7 B H o5 & (Porcine Circovirus type 2, PCV2)dhir & BN & g8 -0 % @ < 1)t
i RB o S opA T ERGTEFRERAHIE S ) R R i FEPMWS)fr
BE L B g PMWS 25 & i hPCV2 4p B 7 Js (PCV2-associated diseases,
PCVAD) - PCVAD f23feni A ¥ 7 ¥ & = fd g AdE > PMWS i ¥ 455 3¢
415 20-120 % g & > X HE 4 15 60-80 % chpr & e & PMWS s F 5

G

SRR R o d R R (LPC)ehd B i ) & &0 i5% LPC % w #1if Een i
TG Al AR A R PCV2 R4 €% Hd i RS

5

Gokd A AR SE Y o dek it LR S PCV2 s w8 B9 4 4](wild-type)

bR

BRpA R LPCYV P 3 gz 2enifh 2 § DRF R A L g fopd
Dt A KW BTRA R o Ldck © § PCV2 thiy apF 0 B 5 fiehiE & i
$ A LPCV R 8 ¢ L5 % Tosk ik 2 % % %P LPCV dmcd § 15 PCV2
BRI AL AT B ATRA P HN B LR g5l BB mi
~ BEM AL P AR R wild-type ShEE RS F T A F
AR AR RE A T A g RS o B oo ¥ PCV2 hi B
Fli 4 2 TP G pA PR B RFE T SRS Apd 2 B

R A
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114 £ 48
7 «‘Fﬁ:}}% 4 (Classic swine fever virus, CSFV) &~ # - 3]> & 7 £ %ehit H % RNA

R R ii(FlaViViridae) R R 4 f(Pestivirus) © R FEF B e fh
Fi# FER A (CSFV)~ & — 312 53 127 5 4 (bovine viral diarrhea, BVDV)-1
A2 HE LT AR S (BYDV-2) 2 XA X 4 A = 7 2 :ﬁf‘s # (Border disease
virus, BDV) (Becher et al., 1999) 7 g # % pH 5-10 Sk 8 T it f8 24 3 > § pH

BTSSR GERA(blAoe B E P)  EAZ EF T HQ%T AR
Y el ’%:fﬁzﬁn‘% BANEIR kY FEROREFEET VY 55 20C A

B A H > 4°C P|¥ 3% B & #p 12 } (Haas etal., 1995) -

R mE OAFE RS N5 123kb o B P & S 2LEER ¢ 45 375 nt chp 304
& %8 & »~ > (Internal Ribosome Entry Site, IRES)~ — i B x|+ B 3 1= 28 (Open reading
frame,ORF) » H $ufg & & ¥ & 3898 B v fi ik = -] e~ F (polyprotein)fr & 4 230
nt e 3AERT o G0 T HA AL Bom LK fER9 [ (protease) sk
FOAREE T A BHEELf N BASEET LG B R ke
NH2-NP*-C-E™-E1-E2-p7-NS2.3-NS4A-NS4B-NS5A-NS5B-COOH (Lindenach et al.,
2001; Le Potier et al., 2006) o iz ,3“%’}?'};9(_{??&,3%’}?'&}&5 F Ry ¢ SR T o

AR RA ARG d Al e FIER B AT LAV §i
*# e3f 1% (Lindenach et al., 2001; Le Potier et al., 2006) o % 7 :}@:fﬁa:’i g P o
NP 3vi 2% - WA SmS 2t e o At EARY NP v o C v 2
gpENEE L AP €ERRE S E G KfEFY # a0 Glu-22 ~ His-49
f= Cys-69(Lindenach et al., 2001) » it §-9 @ 3547 pF 3= % (nucleocapsid) C 3+
r1 3 E WEE F-% (envelope glycoprotein) E™ ~ElfrE2 > # 7 C v & & E™pE &
v~ PPN R4 P ende 4y 2 8E(Lindenach et al., 2001) » E™ pEF-v € 5% 4 & fwve £
XML EBRPEPRE SR RHTREG SN AR R RRRS DR

4 ¢ 348 oty h4 (van Gennip et al., 2005) » ¥ ¢ > E2 fE3-v € & me 4 5
2

=1
Wa



ZRELTFEY ok > LR E2ERY B LI EN B R LA hE A
F (Hulst et al., 1997) - NS3 39 % 5 RNA jZ g fs ~ Sk g Bk f2 v fr
RNA-stimulated NTPase e | > H P Siveph -k 2 -9 ¢ 4 f2 NS4A ~ NS4B ~ NS5A
0 NSSB (Lindenach et al., 2001) - NS4A Jv % NS3 50tk 2 3ov cnpf #]+ o
NSS5A 3-¢ 3R 5 & RNA AF @2 phps v 30 o NSSB 3% 5 PipEtipe B & v o
f 7 #-RNA 71 3 #9522 © 8] {7 & 9% RNA (Xiao et al., 2003) e

L2f L+ RS RS

e+ 2k F1 3 (genotypes)» 5 1~2~3 & = 48 > &R E2 v NS5B 304~
B7> & BAFAX 7 F A 5= Fle /1 A (sub-genotype) : 1.1 ~1.2~1.3; 2.1 »
22+23:3.1~32~33 3.4 (Patonetal., 2000) > 5 B 2%:-‘51:}?5-% BRATFIREY s 3
mEREAAF LR ARFAT O RV IR RERE ORREF o T
FESE R R U R 3 (Vileck et al., 2006) ¢ - @A S 0 1F L A b
®F oy & AR e d RN foRN T I BB SARG % (Paton et al.,
2000) > R o T E AR RfeAIRN LT FNE R LR TR LA
b w0 NTH DFER R 1970 E R FRPEE L % - AT LA 1980 & 7
1990 # T PFY > B40/E L B B L 3 7 b ek F14) 0 G4e sub-genotype
2.1 ~ 2.2 4r 2.3 (Paton et al., 2000; Stergeman et al., 2000; Biagetti et al., 2001) -

P ARt oo RIS ma‘*}}?lffiaa% s AR o 4 p € B4k 5 B (Paton et

; Leifer et al., 2010) > &4=7 2M 7 3 % - A5 @Jﬁi% AR T AT 7 3R
B At s R T end_sub-genotype 1.1 ~ 1.2 §v 1.3 (Paton et al., 2000; Pereda et al.,
2005; Sabogal et al., 2006) » ¥ “t» ji 5z = & # 1 sub-genotype 1.2 & Z FRi= 2o 4
8 3P4 3 d sub-genotype 1.3 P s FHAIPRE ST F B Tickd
# 4 441 sub-genotype 1.1 fei& v % # tA(Pereda et al,, 2005) » &I '3+ % > FER
AHEHBE o THE R R DRRY 08 AN E 15223 AR s 4 (Sarma
et al., 2011; Blacksell et al., 2005; Desai et al., 2010) > 28 @ > 5 & & 1996 & r o 4 IR
FE :Ig?z:ﬁr,‘fr AT 5 sub-genotype 3.4 0 E | 1994 & 4 3t i sub-genotype 2.1 fr
2.2 B 4pi% BB~ 1% sub-genotype 3.4(Pan et al., 2005) °



1-3 4 cniggg > &

%@%4i$m@%"*¢;ﬁﬁ’&w,é @Ak T @S P B YL
PolpA GAERRA BRI G R E B AR XV RERITA TR AT B
RNt R X’é«‘}}?lrffiai(Le Potier et al., 2006; Dewulf et al., 2005) o -k T g 4 :
Er @455 8hr@fc REV5d EREN Ly s B R
HEEALTIE R emH O HRIAREL DT Ry > BRRHS AT
FFE 0 AR AT RFER RS IR 43
#rig % g e ® 2 (Dewulf et al., 2005; Leifer et al., 2010) 4 #f ~ F& % ~ 4 ~ &
“%#ﬁkwﬁﬁgmﬁwﬂﬁﬁ%ﬁﬁﬁ%ﬁ%i’%%@%iﬁﬁﬁ%
Bl FERR R o dopa g A SNlg s RV 2 BEREF S A
GRS gﬂg fod & A Rk JRE $ X Pl (4= 4 (Le Potier et al., 2000;

IR R AR R DI R G

Dewulf et al., 2005) - &1 % = 5 > R N S SN R
Rk o iR # b - BiE ShpEdE(Dewulf et al., 2005)

Pave 55 FRED Fibs EApY LR DBHFT > BT RRRHF A
N&%%%%%Niﬁﬁ%mﬁﬁﬁj@thmhm%wi?i’#ﬁﬁﬁﬁ
Pz F e Lppm+ @988 2 - (Weesendorp et al.,, 2009) » - & < 3| 7}

Fd R RPEER G F K¢ 2 AALE 10° TCIDso/m® & § g A 40 s 4§ 400
1fmﬁ§$ﬁﬁma43ﬁ4%ﬁﬂﬁﬂg%uflmmemm@iiéiiﬁ
# (Weesendorp et al., 2009) © 75 g & i 474 7 o it MEm 4 K A & chh Bl
FREE NI ROBRRHS B A PETR Nk L RR e g
$ 42 10° TCIDsy/mliday ¢4 £ » & 2 Jopp chp M4 £ 23 10
TCIDsy/ml/day 1+ o § g % ¢ FF L ppd o pd ke § aied fop
MR M S B AR RorE s 3 BRSO R RN T 4 30 %
o DR Rt QT AN d RFEDERY TR L DpEE R o Ra 0§
BLEARMS AR ES R D AR P TR Spd R pER
BAES PR RS BRI BEE AL PAMRE RS R a5
(Weesendorp et al., 2009) -



1-4 Tk AR S LR 1
BFFERRE T S A Foefpkoapk d Efopa thina g B e
AL E s B B RIRE LE A% B (Moennig et al., 2003) o § 7 &
BFadpririldeaii 2l £ B F"ﬁ*g =0 B E gk
LBUE N G IR V%’Ei:‘ B s HIRE B L s A3 s mok T ahg F )
Bz B ¢ vprgh(Moennig et al., 2003) - 5 FFE R % ¢ 3 1 }}%4 R pEF 1"‘7:}7?}}%7&
FRET R EERST CRBERZABERET BN FP S ¢ DR Rl
3] & A (Floegel-Niesmann et al., 2003) o3& ¥ 7 &3t Ly S B i1 gk g v &1
i FLERD DR L FRHEAREI0T N IPF S ERET G R RSEN R
RAH - ey > B¢ mERSETIR i BN~ AR LT F o
PoaFMEgEhk s BASBIROBERRBESF T F ARk IRk o il
¥ & 15 4% & B 1k (Weesendorp et al., 2009) -

NS R s & T*ﬁpﬁ’»?fjém),%ﬂ%'“kﬁi@‘miﬁ”ﬂ o
EAE HT Bk RO SR € Ry SRR E R
gL ARRE L € IR S W & oA i (Le Potier et al.,, 2006; Belak et al.,
2008) o @ Bt A o <G g R TR IR L FERZEL 0 N
M 4F % #7 F L(Le Potier et al., 2006; Choi et al., 2003) -

ﬁﬁl _3'\
F_‘-

PERAR
N PR

EERBIEE o ARY ek &Y AR L R B (Le
Potier et al., 2006; Belak et al., 2008) - & +* B;T\m;};a;gz_%« LY e R pg ¢ g fe
P SR G RE o H T BRE AR L B foa T n 4
Frihie v o MEEE M T A R ol T IR E R BTy
(Periarteriolar lymphoid sheaths, PALS) o ¥ % # % 2 B {25 L foSkst T L -
FAF O USS A TR ARSI RAT - A% o] 0 L &
A ER T w4~ HPIk oy UF Biop A e R YT 2 i B
(Le Potier et al., 2006; Belak et al., 2008) o |2 & Z 7 ¥ L3> (24 5 > v ! &g
RIS Y RRA S U frriE 2~ kT B3 (Le Potier et al., 2006; Choi et



al., 2003) -

1-5 Rop i

CHRAERRRF Y LB R R BEMPA L F A
§ bR B4 #oR ?ﬁ‘ﬁﬁfi 7% (heparin sulfate) st e ot ¥ % ¢ M I=R pE2 %
£ (chondroitin sulfate B glycosaminoglycan receptors):i& » ’ijl T Ame s Bl
2o~ T Rfep A dm ¥z (Belak et al., 2008; Ophuis et al., 2006; Hulst et al., 2000) o =
XN RORRA GO é—%’%% i O FETIA I i o L RETURE A A
5T = 2 (Belak et al., 2008; Ophuis et al., 2006) °

ALY BREF §AEN L e T o M L e S ol
LoPEROSENME FF AR R & X AR I b (Summerfield et al., 2001;
Bensaude et al., 2004) o g4 73f Ferk = folk s AR F D A BHT e
CD3'CD4'CD8 =184 = T im®¢ ~ CD3'CD4'CD8 % A& fJEHh2 = T
%2 ~ CD3'CD4CD8 4 #4| T fw® ~ of TCR'T ‘% 2 CD3 CD4 CDS8"""y3T m %2
(Summerfield et al., 1998, 2000, 2001) o # = fm¥ it 4 X IR % ehpk & B E R LB

Pl el 4 e

16 4 chfeenim® 2 LR AT

FRpA &R e gEp Llwre ~ T I B POR/E e f e te
BE% e ok BEd w e 0 TR R e L B i o B e R ¢ R KT o
Fd P AL e S A R me ek §OIL-1IL-6 0 IL-8 i F P L e 4 K
% - E-selectin {r integrin-p3 » 3 i@ > A isen p A oz i 4% 39 43 (endothelial
connexin 43) ~ N & fwfe — § i* § & = % (endothelial nitric oxide synthase) * @ % 7
:fﬁl-‘}?“p‘fr BAPNALmiepE > 4 ¢ %‘%‘E’ P4 F) 5 kB (NF-kB)- 4] im % 4 4 e % foim
Pz k%t 4 + (Bensaude et al., 2004; Hsiao et al., 2010; Tang et al., 2010; Wang et al.,
2011) = [} A w42 Fod 43 A5t 4 R LA oo 43 Fabs T iR PR I
288 AP2 th & (Hsiao et al., 2010) ; ¥ ¢h— § v § eh2 $ /508 M d 20— § 1

¥ & oifs2 frd+ - 457+ APL1-SP1 v GATAL/2 % 3| ¥  *% chbf % (Wang et



al., 2011) é_;’}%}f B4 &MY > wme g Ligd foimie phig s 3 s L TR R
Wb SRR P R fre 0 B WAt 0 B ffﬁzJﬁsfr s g A i A
IFN-o fe% = > I JE b dmf2 i~ ‘Pz iF 8P 5 S-phase (Bauhofer et al.,2007; Bensaude

et al., 2004; Tang et al., 2010) -

B g o ] IFN-o cha e fe o 4 NP fo E™ 3od B IFN-a e
@i F Ad dsRNA #73 %+ 3 2 A #5 %15 3 {7 (interferon regulatory factor 3
and 7,IRF-3 and IRF-7)33 477> @ NP 3-v ¢ pe#7 IRF-3 et 20 i€ & & 7| $#r4] IFN-o
1T o E™ 3-d # — 48 RNase > i & cr# iy 8 4] f# dsRNA > #r4| dsRNA {1 im
*¢ & 2 IFN-a (Bauhofer et al.,2007) © % 7B 5 # & F e o > w2 3F #» ¢ < TR
oo :Ig?zr}?r,‘fr e INS2 3-v 45 d Fr4] Endoplasmic reticulum stress (ER stress) e &7 o
e k= 0 2 B iEH 4 NF-xB fr cyclin A ¢4 &7 1k lm¥e i » S-phase (Tang et al.,

— ~

ISCER  TNE SRS o R LS U

2010 and 2011) - * i 2{::}31:}]%-% FE L E P foredtimre = 7‘5‘3‘{% :}]%-% * £

PR S IAC Sl T SRR D AER LR R R A FE Y Frd] ET fok s
T B RRD % E T @ %= (Summerfield et al.,, 1998; Bruschke et al.,
1997) > ¥ ¢t > T dp NEORFE A B A E e B oref 60 TNF-a £ 5 B
7 twre k= i F)(Choi et al, 2004) ; § HRHBFE A T T e pF £ 3 4
CD49d ~ MHC 11 fr Fas 4 3 » ¢ {¥ Fas-Fas 4/ #rf Eehd= { 2 g £ 14
(Summerfield et al., 1998) - H +23k/E vl im e & 5| chim?e 5 7% I&}ﬁsi ERR gl Nkt
%ok BRRBA ETIR A EP/E e kPl mre pE o $hnd ¢ G ek
L7 A RE RGNS T fofcd > VR RO RRHES LT § N
A dmre ek 2 e % (Knoetig et al., 1999) » i@ ¥ PrakfeE e e 3 L iged IL-1
IL-6~TNF-0 2 PEG2 th# & 3 4o > X e | E iiim e — § 1 § ehilig (Zaffuto etal.,
2007; Sanchez-Cordon et al., 2002) » & % 75 g i@ = chdi i e fok ® 3Rin & 3 §Rpk sk
fosop i 2 BORRA ST B e 2 B h 3 P F L E & Pk
g o



Ao MRS RO fRERRRAS Y ORABIE UL R DR - B
BRFAF € AR 4FH > &3 ¢34 MHC {o CD80/86 s it 112 IL-6
IL-10 ~ IL-12 ~ TNF-a % 'z jir % =4 Jh(Carrssco et al,, 2004) > § ABH > FOR T
= ,fﬁ NP® 3si Fr| R fw % 4 i IFN-o (Bauhofer et al., 2005)» iz 3 7 3 45 ) >
AP A, B 4 A i SRt R ' #e (Conventional dendritic cells, cDC) @ g
ﬁ.i@m *¢ R %2 (Plasmacytoid DC, pDC) » * £ p 22 @i + 3 % P4 R ‘0% (natural
interferon-producing cells, NIPC) 7 ¢ 4% NP F-v e i * 2 (McCullough et al.,
2009) - - fddr ] IFN-0 & 8] > @ B RR RS 55 FRF 20 L FHR we
BEIN2EVREAL SRR T

174 ERR T EZE gy
B ianE A B4 £ v ¢ 3 Chinese C strain (C strain) ~ Japanese guinea-pig
exaltation-negative strain (CPE™ strain)%# Thiverval strain (T strain) > %3 3237 &
FAERR* chg g o H P Cstrain @ &L F SR Ae o Wir480 55§
g * chd it 7 g £ w (Lapinized Philippines Coronel, LPC) » ¥ ¢t hog cholera
Lapinized virus §= Riems strains «+ 7% [F 9] 7g4 @ * (van Oirschot, 2003) °
strain P cDNA 2 & E 79 > 5 < 5 12 B4 & R 0 Torich #& » + ,__I}iaa 2 7]
® 1 3°’NTR #(Pan et al., 2008) » CPE % u &_j% 53 & {7 ALD strain i 554 7 F
e R B A fei L B 5 225 B4 p& o T strain B .4 Alfort strains 5
i 170 =% en#-~ % i¥ @ = (van Oirschot, 2003) - @ Chinese C strain ¥ - 8% > & #
Mg otk F s R gl BT RACLE a R 642
(Koenig et al., 2007) » 3 # 3 4p 1 » § Cstrain B o HFBERE H* o+ > ¥ ik
AP R L R rimre LR > KRB F S ARLI PV HRIEO6ISBY R
#E eni%-3E (van Oirschot, 2003) > @ $7¥ :ngsfﬁafi ¢ frfdl ) REAS Y 12 X VAR
BIF] A4 W A 412 F 2P EFE 0 AR DY fodllay AR R AR A
g fmre (4 & i3 (van Oirschot, 2003; Ganges et al., 2008) - 7% fJEl-‘Iﬁai R ML
i IFN-y ehim?z 3 & & f »> CD4'CD8 # = 3k » ik v (5 eh% 6-140 X ¥ 44k
#ITPBMC RiRenm g m+ R L we A F ki & 3 CD4'CD8{r CD4CD8'T
M FREME Mwre 2 & L CD4CDS'T # * 7 (van Oirschot, 2003; Suradhat et



al.,2007; Pauly et al., 1995; Armengol et al., 2002; Pirios et al., 2003) °

PG faE L h ¥ % v A B 5 BAYOVACYCSF Marker o
Porcilis Pesti #& % L - i&d 73 ot B g v % 1% & Bk )1%4} A W] B 32ug
{r 86-100 ELISA units/dose 1 E2 F-v #l i@ = (Dong et al., 2007)» #48 (5 ¥ 35 $48
RIELE L wmre LR o AR T A A B2 S HE R R v Sy 14
ATV REREEARESI ROERHFIEL AL ST HERXIIR
BRI T IR § 3§ NITRR A 0 & AT R 14 X BAKRPITIHS 5
EEARPFORF OB PR BRPEE R 2@ A LD 2 KT s 4 @4 (Dong et
al., 2007; van Oirschot, 2003) -

FTARERE T FE - RIRP A E TR E2 S H By A SRR Iﬁlflis*
F R P rfll o IR e d ARy AR % E2 e A & BC domain > 235
IR d B »xH 12 18 (Dong et al., 2007; Beer et al., 2007) o #73] 7 DNA £ & 2% F 4%
Ho #-E2 A Flfrim sz gk A F(4o IL-2 ~ IL-3 2 [L-12 2 IL-18) 8 & » & 2.3 e
4 A F ik F)(6]4e CDI154 4o CD40) 11 2 & & {1l i % F Jis < CpG v BCG %

TR FTA R g *"15'3 %% E % ¢ (Ganges et al., 2008; Dong et al., 2007; Beer et al.,
2007) - % #ic DNA €22 o i A% MR 2 e b R > & 2R T T
FABLREOEF LRI R 2 B2 H AR R R RART T L
DNA % w 7 & :z % 3k 8L(Ganges et al., 2008; Dong et al., 2007; Beer et al., 2007) -
Y :}ﬁai & {8 e w @ 3% Poxvirus ~ Pesudorabies virus (PRV) ~ porcine adenovirus
i BVDV #& ¥ 44 & * (Dong et al., 2007; Beer et al., 2007) - % #c E2 ﬁ‘;’\ tEwEF R

F TR xTa”Zsb AR FEORE s L EE2R vtk ¥ § fo wild-type }ﬁai%ﬁ
A2ATNEE G EHAFAL G THRARGSHF LR THEL § R 2l
FeRZMEFhgimili i, res a‘é}ﬁa«» ?W"'“rpﬁ ¥ hd foditl »c ¥ (Dong
et al., 2007; Beer et al., 2007) °



2-1 :}ﬁai B0

7E i%\;{*\}}iai (Porcine circovirus, PCV) 3 — /' 4] » % |- % 14-19nm ~ &+ = -+ & 4
2% B EHhE R DNA 4 0 AT A AL 176kb o B TRk 4 A
(Circoviridae) > Z& ;}%:}ﬁ;i 5 (Circovirus) (Finsterbusch et al., 2009; Mankertz et al.,
2004) - H ¥ I%\;I%}}%i BHBeRES- A F 2R I%\;I%}}%% (Porcine circovirus type
1 ~ type2, PCV1, PCV2) ~ #§7% ]k :Ifia«% (Goose circovirus, GoCV) ~ %ﬁ%ﬂﬁﬂi:}i:fﬁaﬁ
(Psittacine beak and feather disease, PBFDV) ~ #§3k i :},?;-% (Pigeon cirovirus,PiCV) &
:Ifia«% (Bassami et al., 1998; Todd, 2004) -

B4 B b 0 m R Tomoe h(PKISR S R 0 2 4 HE LR
pH=3 ~ & F {e® B & L4t o« BRRpS FIA TR S opiRibhZ 2 o 5
3300 3¢ o5 d PKIS A4 Ritepd 5 % - ARk pS (PCVL) 774
FEAESY 18 5k WUl 4L M F 3 (Postweaning multisystemic wasting syndrome, PMWS)
AL B i R lél_mff%fi % Al FERK f[f‘ai (PCV2) (Meehan et al., 1998;
Morozov et al,1998) - PCV1 1k F]+ /|- ¥ 1758-1760 B %4 f& » % F e PCV1 ;;}i;_%
A TR 740 02 R 5 98-99% o @ PCV2 ek F1= /| %) 1767-1768 B %54 it » &2
P BT 43 h PCV2 g5 4 $h R F14 #l4p 02 & 5 93-99% (Muhling et al., 2006) -
H ¢ 2} PCV2a ~ PCV2b v PCV2c = #& L F]14|(Segalés J et al., 2008; Cortey et al.,
2011) 3 % 4p 21 > PCV2 5 11 i B 225 R 3# 1= 7 (Open reading frams, ORF) » # ¢
ORF1 ~ ORF2 4v ORF3 = ##M A48 @WAP K 30 ~ 23 %9 2 F-= P 39
(Finsterbusch et al., 2009; Mankertz et al., 2004) - PCV2 =% s 5 7| = ORF1 =4p i
B % 97-100% > ORFI1 #7345 4 @ 4p b 3-9 5 Rep fv Rep’(Larochele et al., 2002;
Mankertz et al., 2004) ; PCV2 &%k B 7 & ORF2 eh4p v & 5 91-100% » ORF2 i
RET #@éﬂ-:}}%i 1% # F-v (capsid protein); ORF3 ¥ /¥ = 4p B - B (Liu et al.,
2005) -

22 AR RE
1996 # » - BATE B B-F AT S 5 R g § ¥ (Postweaning

s 2

multisystemic wasting syndrome, PMWS) & 4v £ ~ 5 T AF IR > 2 {5 % 2 ~ g
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frdp s B MR B o o ST ECPMWS 2 5 chgr & ot e 30 enth ik o & oGl s
% e PK1S /& mﬁi#lﬁw P BAFREI] S R om RIERE AR 0 Bl
Mgt d b L5 R F 2 AR RS (PCV2) (Meehan et al., 1998) » B 5 PMWS & 3#

5 RFA LG ¥ 3 3 5 A ¢hdf 4 (Allan and Ellis, 2000) © @ 5 %5 =< 5 R
PCV2 chpf [ 5 2001 & » 2 {8 03 A4 R PCV2 s bl B 25 3 83.5% » 4
587 PCV2 & 5% ¥ i3 &(Wangetal, 2004) o d £ F & 2 & 30 cn PCV2 82
Rl B - fenpdtho RAFAEIG L8 P AL BRBET PCV2 AT
B 7 fod 4t 2 g g i € 125 Mg (Cheung et al., 2007; de Boisseson et al,
2004) -

2-3 A p S B S

BH AR EAPCV) et s 2 kT BE2 e 4@ p L dkg @i
(Grau-Roma et al., 2011) ; A kT @39 > BB~ FFE - & Jf:’wﬁlﬂfri FOoE AR
R s B B A FY R iR R ALE & @ 3% %15 (Chung et al., 2005; Shibate et al.,
2006; Grau-Roma et al., 2011) > PCV2 eni@ 4 5§ #.d B i B 208 7| X 3] PCV2
BRARLEDA R TGS d B4 7Y PCV2 ¥ HFIRE # Baink B4 %0
v2(Pensaert et al., 2004, Grau-Roma et al., 2011) -

2-4Fn A BT TS § AR ERGE
FEHETC 1S 5 kSRR G ECPMWS)F B 43 4 {8 25-120 % ey g
PMWS o Sqpk - % A K F o ~fhpk HE R~ Fm ~ 2 G0 TR
fod WS A Bk S PCV2 g A7 7 5 2 BIIERE % o A 4 40 8 > SR PMWS
ML R IS%LE B A PCV2 + 5 iz PMWS 482 4c 8 & 5 2
Ao FI o E0E B ok B R BRI 0 PMWS TR ek & SRR R 2
ﬁﬁ%sPMWS%k%&%uTﬁﬁ:m#n~w&ﬂﬁﬁmM#W%@%@
B AT e SR T ik ek 3§ Y
;js;;,g gzg@,ﬁmcg%ﬁe AR B G Ak T LR T R RITIB PCV2 ff%*% £
(Segalés J et al., 2004; Chae, 2004) -
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23 PMWS gt it & F 0 5] BB ~ % B fodi0R paingf = i+ > ol

FAIHKT B FHEMI@E LIRS 9;]1;{45 NELE - LR
IR o A H T LI Fm o HE F Y~ R ¥R % (Rosell et al,, 1999;
Segalés J et al., 2004) - % e }}i;l‘i’é? B g P O PMWS 4 & 5 FHEANMHT &

|=h
T
S

Foo@HEH T & > m FYUL s peyer’s patches frfEE o AHE S SR TR LR

Fol o~ ROk G orhdedl e b~ SR AR 3 R ARR ST e re i 4

PREF R el P E e R o BB B R BT Fm e g
_:F.

(Allan and Ellis, 2000; Darwich et al., 2004; Segalés J et al., 2004) -

PR BE S ARRES PCV) RIS © LTEAH & f Xetn
Frp L RREMASER OB AR TS & FALMPN § LA DR P
Wﬁ#m%’i@éﬁﬁﬁﬁ‘Eﬁmﬁﬁﬁﬁﬁﬁi@%’@Zggﬁfﬂo
PCV2 biif% fmie €3 3 AL B o e 4 0 2 40F% 5 fepd § 7§
¥ m% & & #Lh MHCI{- MHC II 04 .(Vincent et al.,, 2003) » ¥ #F > & 5 F 42y
3 PCV2 R A ¥ pispenp eni s 7 f5E Pokdei 51 2 4 58 A ° % F (Darwich
et al.,2004; Gillespie et al., 2009) o & Z_§ # = 3 X £ D Fk {1 5pF > :]}%% IR 4 &
ﬂff’f}fiafr ‘E_""Kgﬁiii’ m ¥ E 2 g NI PMWS gk o R o PCV2 =X ok & %

(subclinically infected)# & % % | & & A} &8 2 & & 4 | cng 24 F] 5 (cofactors) {1
BR B kAL i‘u”ﬁ tpAE A WSk F L E S PMWS 7 & (Darwich et

al.,2004) - ¢ * Concanavalin A(con A) T 5 &L & f1g R iF 1 H = 3k > $#F PCV2 » 3
B LR LI B A 0 RO T IRB L PCV2 avf okt B 5 4 F AT Y
AL T PCV2 § tiwmrz 3 ¢ 1S phase & iR ¥ 7 A i P (R & FF A A BT
it 17 4F % (Lin et al.,2008; Tischer et al., 1987) »

257 ¥ = WA A oo LA

teF PMWS sk iy & 7 00 P9 AR (oo © 8 5 Flim e ek ch 1t o bl4r A%
B;j’l\ ST S BEReL RV R BIT B & IR E e 1L-10 (Doster et al., 2010; Crisci et
al., 2010; Sipos et al., 2004; Darwich et al., 2003 and 2004) - 5 A&B<E_ > ¢ 2R+ &

IL-10 s id ¥ £ CD163 ¥ ¥ imve | v im e X 220 & R enw g (bystander)fe b
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#iz CD4"r CD8 w2 » IL-10 i 2bd E 1 % §] PCV2 B % thim e #14 F(Doster et
al.,2010; Crisci et al., 2010) = ¥ b § # 7 & & # = 2% 5 Thl fo Th2 BRI IL-2
IL-4~1L-10~1L-12p40 % IFN-y 57 mRNA # L& & -* (Darwich et al.,2003)> @ PCV2
R % e E v in ¥ (alveolar macrophage, AM)RF ¢ PP &7 ¢4 i TNF-o0 14 2 % IR IL-8
4w MCP-1 57 mRNA (Chang et al., 2006) > & 5 {3k 2 it @ = hE igfimPe » 7 B 1)
MCP-1 v MIP-1 f* &% ch% T(Tsai et al., 2010) o &7 + eh & 7 11 4iip] » ¥ PCV2
B2 Ergimie Rihimre BF o £ 3 4o AR M b e e d ha e o

Pae 55 AT #EP PCV2 ¥ R 4 KR o {rE vgw?e (Chang et al., 2006;
Vincent et al., 2003) - ¥ 2 3% X /& 2. #F R ‘o *¢ (Monocyte-derived dendritic cells,
MoDCs)fv # #£ % ik 2_ #f R ‘w*& (Bone marrow-derived DC, BMDCs)¥ %’%‘ d * &
SR PCV2 f it im®e @ o B 4 % 6 80-90% > PCV2 % i3 % DC 7= 4 % ¢
ADCRAHEA2DCHEFmY thiwm%e 4 5k MHCI-MHCII~CDI14~CDI16 -
CD25 4= CD80/86 '+ # % PCV2 # 5 (Vincent et al., 2003) o ¥ *t » PCV2 % 2 E
i m P (AM) et 4 54238 90% > PCV2 7 3% n¥e Ficme ¢ » 4§ PCV2 B
A AM PFER € 3E 2 mre k= 5 A (e mve Begoicd Fd B 4§ P Rt
7 IL-8 ~ TNF-a.» AMCF-II + G-CSF §= MCP-1 % ‘m*s % ¥ jc% ' M & 14 ¢ (Chang
etal., 2006) > + 48 B A= § 7 PCV2 cnfinfi fo DNA ¢ #4850 8 P13/ E v fm % 2
gl g e o e PCV2 $iwmre 2 §d 245+ 7 § gt dfimie 4 © > F)pt 4

T A AP Nl N PRIE B G 8 -

FZ8 BLMBEIEFERLARTH

FlEgd - ARAFEFHBMES EFE S

Kekarainen % § 4 (2008)3%.5 A& F e PCV2 g A g =~ crdff i @ b & & o0
Fl% o PMWS i & § #mBE k™ R G 0 ¢ M T Rk o TR
K F E e %M Y fo PBMCs 2 % g i R o Gldof E [IL-4 chi e
Ti5 00 % IL-2 2 IL-10 4 IFN-y s i - B¢ 5 328 ) o S B PCV2 i it 3

¥ IL-10 en% B + “ (Darwich etal., 2003) - 48 ¢+ 77 7 » BLE TR 4 PCV2 & &
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K| Bﬁ{éﬁlL-lO mRNA % & § + = 4% (Sipos et al., 2004) - P o ¥ #3252 F
PCV2 g % 13 7 2 o i ¢ 0 IL-10 fv PMWS % B 5 £ & 0 B (Stevensonet al.,
2006) -

dokw ot s PCV2 2 ¢ & DC pPAE®R >+ 7 € :2% DC ol &P 2 4
(Vincentet al., 2005) > 28 @ » PCV2 et 4 € #ri] 8 % foi % "2 2_RFR e Ak
IFN-a f= TNF-a (Vincent et al., 2005 and 2007) 5 7 # 3 PCV2 &_% %?{Ei 43 IL-10
BB X 5 5 # (Pseudorabies virus, PRV)Z e {124k (recall antigen)* J&
Tuija & 10-13 ¥ &P %R ELBBF L3 PRVE Y » 284 %%5 PCV2
= PRV 3§ » 4% ] IFN-y ~ IFN-o ~ IL-10 ~ IL-2 fo IL-12 & 3-9 F & = & b
FA5 %%ﬁ“ FHB L PRV et iih %+ o S5 &1 0 & PBMCs v BMDCs
7 22T 2 PCV2 ¥ #r4] [FN-a e JLE > § PCV2 4 PRV £ [ {1 %cpF > IL-10
4 L8 § AR 3 e (Kekarainen et al., 2008) o 5L %0 5947 3 4 ) (Darwichet al,
2003a, b; Hasslung et al., 2005; Stevenson et al., 2006) PCV2 gt 4 7 iy € 2 Fiwm e
Wk A Al g > T4 R] IL-10 7 st 08 FBlhwrz ek A s el - R G Ay
W 39 P Fdp AP BE POk F] 2t Kekarainen & % X T 3 4 I PCV2 #7734 ¥ IL-10
€ @ ey h anF B M i Fed] IFN-y ~ IFN-a ~ IL-2 fr IL-12 74 3R E »
He £ A ?F’Tm’i‘ BA_ > PCV2 ¢ #rd] IFN-a &0 R dhaFr & @i
naive ‘w# PCV2 ] ¢ 3% ¥ IFN-o 0 A 2 > 0t (5% 414 X 3§ 4R 7 i £ PCV2
gH dmizasfa® a0 FTHEERAUT wefrih E Rime 2 FFeh 3 8% o 1Y
IL-10 2 8-/ drd) T mre B A F s L S5 2 ir%#%f}ﬁﬁi EAZEM o o@m IL-10 913 %
ARl ARG LERRBE G FFR 4R Fl2 - (Brooks et al., 2006) -

B e )EL;}F] 41 IL-10 Fr] IL-12 4o IL-2 » & @ #585] Thl o3 &~ & (Taga et al,
1993) o izt f= 3 Fe2 4 i 1 2 PCV2 & 5 % 21 Fr41 3 B IR e F fi(recall
antigen) 48 > ST HNFT L F R R Y R e kP Is A § @ > LR T

(Kekarainen et al., 2008) °

Chang + % 4 (2005)3% 5 PCV2 foggef s if &2 4 7 5% & 5 # (porcine

reproductive and respiratory syndrome virus, PRRSV) fe 7 £ F 4% EHEF L Fp
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F 0 FlP R R B HE R 4 74 R 4 (co-infection) » X B fw
P E ML AR R TSR PCV2 HBRE AF3 €3 = w5

= & F B chFuR ¢ ok (antigen-containing)e 5 PRRSV H jh gt 4 FF w¥e 5 &3
2 ek Fod kg F P PRRSV hi S foim e 5 = 50~ B2 S fRELI
FulhE > 3 PCV2 g 4l ‘FK’;% % % % 7 [FN-0 ° & mock = PRRSV ¥
WR %enew ¥ ABLET]F IFN-o 14 % » ¥ ¢ PRRSV B % 7% ¢ B v im#z #7351
Az ehm 72 5 % 7% Jls(cytopathic effect, CPE)» ¢ F]5 PCV2 c1i5 e 4p R > » iz 4
» IFN-a 77 o > gty F‘”/f* ¢34 > 7|4t Chang % % 4a3% PCV2 g 4 ¢
# % IFN-0 (0 A& 4 > F]pt 2 14 PRRSV e CPE frg % & (Chang et al., 2005) -

Cecere % 4 % 2012 &% 4 7 B>" PCV2 4= PRRSV % kg %4 DC #73 #
CD4+CD25+F0XP3+Tregs SRR FE T o M :}ﬁsi - 8 T % (regulatory T cells,
Treg) ¥ H L PR F A - BFEHOREREY] > 2 G {12053 52 % (Belkaid,
2007) © Tregs = IR A" 5 55 H;]z KRR 2R Tregs Fris X 3 e Tregs > 14 % 3G 5 KR 12 2h
¢ naive CD4'T “m*z (Askenasy et al., 2008) » B 7 CD4 CD25 FoxP3 Tyegs fm e tr 7%
ST Y BN P S AR FEIRE A B ] ]S 2 (Kaser et al., 2008; Kaser et al.,
2011) o i B AFRY Trg 2R FLALRF B> G R3FIHEA Y FIR o S HRT
:}?a % (herpes simplex virus) ~ C 3|3+ :}}%f» (hepatitis C virus) ~ B 3]+ )]%4 (hepatitis
B virus) ~ 4 #F & A # 2 5 # (human immunodeficiency virus) ~ E Mm% 5 &
(cytomegalovirus)fr 4 #7527 s+ % w 7| (Epstein-Barr virus) (Belkaid, 2007; Li et al.,
2008; Rouse et al., 2000) ; i A & %" 7 &t 5 PCV2 fv PRRSV % F & 4 PBMC
F¥ & %5 TFN-y & L8 fodif 4e IL-10 #7454 (Shi KC, 2010) » & PRRSV 7 # &t
BEP SN R RITG B E T P8 £ PCV2 B2 X4 59 % 30k & DC il
AP L} BRET PCV2 § & DC R AFHEL A chifhe 3 §iE iR
T tm¥z frig = ¥ cH57 = (Steiner et al., 2008; Vincent et al.,, 2005; Vincent et al.,
2003) o @ § G A FEFLPCV2 22 L F P s PCV2 3 e Tregs ¥ i € % IFN-y
ek i~ drdl IL-2 02 2 prgisc ] T iwee (effector T cells)sdg it 15 % {oiy @
(Askenasy et al., 2008) © % PCV2 v PRRSV % [p g 4 734 H e Tregs #7 7 55 % B o7
¢ 3 +v PCV2 i W Ar Tk dofk “% T34 IL-10 ehd E > s3] IL-2 104 »
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IL-6 ~ IL-12p40 e IEN-y F #t$r 4] s2f#5(Shi KC, 2010) -

Cecere % 4 (2012)c7%7 7 %% 5 PCV2 fv PRRSV 2 F R 2 DCFF » ¥ & F

\.‘

B4 e F| TGF-B thd L 4 *2 ¥ bR % PCV2 & PRRSV ehie ] > i [L-10 &

TR R ARG BEF AR R R Ap i3t 2009 £ Silva-Campa & 4 47 4
ek (Silva-Campa et al., 2009) - ttm e 33 & 1 i ¥ 2] 3] 50 TGF- ¥ it £ DC &
T # = 3 #78lid » fo CD4'CD25 FoxP3 Tregs 14 X § E #ehBd B f+ » Fp* TGF-B
i s ARG B F St o ¥ b A Cecere £ 4 Ty P X % LPS &
26 pd Tl DC 3 3“0 ppd PR 1 4 B B R e T & Ao &

FEOAL > AT PEMM L F PR

F2EF - AR pEF B FALCRRR T 2 2%

o e 3 LEM PCV2 chd feng B > ety 4 s ir & op &
(PRRSV)# w13 #2 4 (Opriessnig et al., 2006) » + § = jrdp 1 PCV2 fs & Hid
# PCV2 #3507 3424 F IL-10 ¢ B PRI i F (PRV) 5755 B 2 Fu
(recall antigen)* J&(Kekarainen et al., 2008) » Huang ¥ + (2011)#.% 3] PCV2 & % €
% A 1Y FE R R+ % w (Lapinized Philippines Coronel Vaccine, LPCV)#x 4 &35 »

RS Y Aok iG AR % PCV2 &% 2 3)(wild-type) 7 g s # ¥ & pF 0 LPCV
TR R R RE A ENRE Y Bl fond BOER A f 8
Tk ko iedrdk E e 55 PCV2 ey apfs B0 5 ey & ¢ 5 4548 LPCV>
BAE NRFEETRA RS, B EEP LPCV x4 ¢ F]1L PCV2 @ i o

Bk T SRS foR B 0 LR % PCV2 ch % e IgM’ -~ CD4" ~ CDS”
{o CD4'CD8 i = sk 3 % P B 0301 F PCV2 B % e Bk e o 4 PCV2 #71 2
FHRMT Ao M AR LR o LR R R m # Y
frrut e fia B IR > 2 Prl R RS L7 # AL PBMC G Mg o 19
Pt LR 3 B r PCV2 7 it § 9 IL-10 = CpG motif 3 PRV 73z 1 1 Ff »
e % Huang % 4 87 3 » Bt PCV2 ¢ CpG motif fo#734 ¥ e [L-10 ¥ 7% :)@:])%i b=
BB PBMC # 5 st Bwind PASLE » Fpdesk PCV2 &5 LPCV
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# w g fr PCV2 B2 PRV =R iLFih ik :}];‘3 WHIF a2 oo 7 S S R A
BRAE G R FR T AR AR frm AR N FE R EDL AR
oA o BRI R e S I J}"iﬁf@-‘)]%% ¢ fop R A DIRpF > dmre
AR B WA E R TR £ ) 4B R B AR ¢ 8 TNy A it
e W RS 2 B AR T e s 1:«%#&%:@:)]%% R LG BT e A
PCV2 5 &P » LPCV 73 e cnfll iR M & folm e (2§ 5 Foph P R AL 0 B
PAriend i 28 0 R AR IR Arg Bk o 5 LPC By iR

FyEE AR R EOLAF P 0 B3] wild-type SHF R A [ § 51 A B R
23 }?“r‘;—a- B TR R o ¥ HIE AR 4 PCV2 #735142 7 CD4" ~ CD8 - CD4'CDS”
T IRE R S L FrRF F L A(helper)T fw¥e foa B A (cytotoxic)T im e 42 4p 4
F5 A o g %A 2 F 1 (UV-inactivated) s PCV2 e » e ki S 44 7 o & 45 R
12 PBMC 3 78 » 5 < 11%3‘% 1 PCV2 5 4 3 cndk 2 $-d (capsid protein) f i % ¥
B € & fwre £ G gL e "5 % (heparin Sulfate)fr Atk i # % ¢ BI= R pE X 48
(chondroitin sulfate B glycosaminoglycan receptors).s & > ¥t {fst PCV2 #1734 e
% B AR BT A 'frffiaa N E g -0 3 M (Misinzo et al., 20060) o %2 F %5 LPC
Bw T o deh g % PCV2 L B 4 wild-type shpk oA B o pE L i o
g1l RAPCV2 i EBe, @ erwg LA g L5 42% PCV2 €24
HHAMLAEF o @ LPC AW s B @ ppm+ L3R X ERTK
& 95k e K (Huang et al., 2011) ©

PCVAD 23 eh& @A ¥7 ¥ ¥ € i = BcE i 5AdE  PMWS i F 4338 0 1)
415 20-120 % hgs &0 & H R D 4 15 60-80 % 055 & fe & PMWS e 5 B (Allan
and Ellis, 2000; Darwich et al., 2004) » &£ pF & B[4F fo & i+ fEg B v (LPC) s £ i
B £ 3% LPC £ ¥ ehpissck 3 % a8 B (Huang et al., 2011) ; £ PMWS
FREArA I PBMC 55 A H Ry 3 ¢ & ¥ 2 & IFN-y & IL-2(Darwich et
al., 2003, 2004) » 4 ¥ 3 PCV2 B4 CDI72a ¥ $53k s 7|mre prv 8 < &
IL-10°PCV2 % 3 #rd|p R+ 3 % @& ‘w2 (Natural interferon producing cells, NIPC)
% ¢ IFN-a 02544 $ it (Vincent et al., 2005, 2006) > 14 + & % &7 PCV2 0k Flie

8 F R T A % 2 ek a8 1k - Huang ¥ 4 (2014)# 3] LPCV 7 12 &
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Wi BEeimre ¢ 4F R o e BErim e a % LPCV & I T e %‘« L I - P
i & fm7e > @ PCV2 $4F v ®s chs % 4o LPCV 4p 12 « & Huang % 4 (2014)
R PRHGEEA A L3 T PP E RO PCV2 A A B R ERAE
e @ PCV2 ch DNA S H4r #7345 1 [FN-y £ 35 7 00 f3 8 = 3 LPC 2 5 < if eh
- A AL R 5T LPCV & AM e fl ¢ F1 5 PCV2 e fed 20 o 2 7

HATFALRAPVC2 - PR L& 4 LPCV 8 £ B 4 PCV2 enld % » %2 Evfim
' ¢ I LPCV 4k B PP &g 55 > daip] PCV2 7 it ¢ #r ] LPCV i& » AM &
+ 3% LPCV e4g @ - PCV2 #r 4] LPCV et 4o PCV2 & 2 c® & » 5 B 55 > I 4L
B % PCV2(pre-infection) § +* {5 g % PCV2(post-infection) & 5 { 58 # cafird]iT* o

iT #2006 # Chang ¥ 4 #7% % PCV2 ¢ & PRRSV g % & "% i1 5 &3] > s B %
BR PCV2 chg A E B fot s R E 5 BB o 7 LPC & 5584 80 cfe ik &
2B HES A EAPRE o T by F R PCV2 $ LPCV en* 4 2 5 Al Eocfl > p 3 e

v PCV2 rﬂ}}is-% e PMWS cifp B |2 > iz & g2 7 LPCV Bisitd 4 el % ‘FK’% 4
& PMWS g % o

GiBd HHT Y B P2 B POV 4 POV ke 4 4 5 Fr BB
}ﬁi—a- F# 2 14 PBMC 3 78 (Kekarainen et al., 2008) » 2 & AM e9%7 7 #-55 ¢ R »
2 F 1 PCV2 7 ¢ BB LPCV g @ - F]* Huang & 4 (2014)42p]+ 4§ LPCV 4§
WehFF 7 i L PCV2 ehzk Fls* £ PCV2 4F W eh? B A $ & a3 § ¢ &> e PCV2
ek #R Fev fI&P TS5 i 44 LPCV & AM 4 ® en%) 5 - & 3% 4_PCV2
> E R TN P ERE 7 46§ CpG-ODN C9 5 7] % &t #r+] LPCV & AM 4 % ;
PCV2 ¢ CpG-ODN 7 £t 59 i~ B2+ 5 (PRV) & PBMC #1734 ¥ e [FN-y v
IL-2> 2 &> PRV ¥ # K AR o (bone marrow-derived dendritic cells, BMDCs)
#r4 s 2. IL-12(Kekarainen et al., 2008b)» 4 + & % 42 /p] PCV2 7 CpG-ODN * £ €
i g Frl H o R AT Fod &Pl BOR e g o KA o P
AR A RUHTFF BTG FLwre R o i3 ¥ kg # 3] IFN-o ~ IFNy e
TGF-B1 % 3 ¥ ac #r] 2 3 58 }?54 e 4 fr4f @ (Bensaude et al., 2004; Chang et al.,
2005; Graham et al., 2012; Presser et al., 2013; Reed, 1999) -
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Aok

Huang ¥ * (2014)s%= 7 &1 > 14 PKI15 1% 5 7 7 #:  BF LPCV e 5% &
“ IFN-y chAg 2 25 f Ap B {2 IFN-y + 3 LPCV 4 W hiia) & B f138» b fRALE
% 7|(Grahan et al., 2012) » * IFN-y eh# L& fo g L $ip );;‘1)];3% IR g
B¢ 12(Suradhat et al., 2007; Grahan et al., 2012) ; @ PCV2 & PBMC ¥ it € 3 ¥ 4r
#] IFN-0. 504 i fe LPCV sh % ¢ > # § ~ jedk % i8(Bensaude et al., 2004; Chen,
2007; Hasslung et al., 2003) > & % Huang & 4 (2014)e= 5 # *t & B 2 5] % X &P
3] IFN-a > izfr Chang % 2005 #74 4 12 Lf’c # e Pl PCV2 ¥ 35 d IFN-o 04
w5 PRRSV & AM et 4 %% % # % & (Chang et al., 2005) » $88] ¥ it Rk 5] » “f
Fd AFIRI]  pA B LR AOBERHEET AR F PopA 2 B 3 e
oo A ¥R Y ek % 4p £ (Chen, 2007; Hasslung et al., 2003) » F]#t Huang & *
2014 F A AT REFRAE AM ST Y > PCV2 A Lghx A F)
CpG-ODN C9(Sequence 5’-3> GGGGCCAGTTCGTCACCCTTTCC) # & & 3] 11 %
PCV2 #73 ¥ en IFN-y ¥ it 5 + # LPC Foa i Rt e g F] e

g FH PR KRR e T

AL R Pk S RH R 0%
#TR fn¥e (Dendritic cells) i f & s St E B raFenpiE 4 4 > Fwu[d - LB N
3|55 m % (conventional DC, cDC) ~ & j]% "2 % w7 (plasmacytoid DC, pDC)
VR E I w2 AR AR R hR T TR AR - BARLERE
Boo BRam g A R RME A B LA SHDC P Rp T ARw AR T o 2R
FEFF R MR > AW A PR ERR T R B i AR
AT Tl ik AR 0 AT AR ¢ B PHE R AR S E
h A RE B AR f R ERS > hip2 Y DCRFEERNMEESL S o Ba

AL DR RIRE Y AR U AT Rt e

F_&

> %2, g 0 =
gugt ,ﬁ ,ffb»k' I ':.;lﬂ- 'T?‘ Eb ’

vX'

WAk b FA D Sle R LRES 2 A L pRRY i A ok

RMEELR T 4ol @Rl duc BB 3ET4 o

¢DCi&AfHarbmt effcET » ELRF cDC § LX IR % img
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Fow s 2 (bldei L K fedb)fedih i D EFLREF T % T e @ cDC
BEE AT §HEPRZ2 TR P EE T ¥ 3Rk 7 7838 {e3 #K(Carrasco et al.,

2001; Summerfield et al., 2003; Piersma et al., 2006; Basta et al., 2000) » ¢ pF» Zi& B
# = ke i F R (Bergamin et al., 2007) » 8228 cDC #iF ¥ f B r 05 B ehpl 4t &
AT ALY - M cDCERF " 0 FIt R R SE S B IR R LR
Sk i % (Gogola'k et al., 2003) » & = 3 73 DC (immature DC, imDC) £ 5 % »x

Fenlmbe BeEa 4 0 MR LR EPfradZ i 4 o 2 3 DC (mature DC, mDC)

TH

Eae 4 R 8 RGP S MHC fris e flges 3 hd it 4 > VR R R
# = ek i (McColl, 2002; Uhlig et al., 2004) - imDC # & % 5 mDC g 427 »
TR~ Bk 5 % (danger) I EL > Aok i ehpEn A R A e AT LR
fe FARRAEA A B AATCE RELE DT E - ApF ek a0 G s g g

3 0 cDC st g Tk £ 22 F H 3 2 &1 o 42006 # » Blander and Medzhitov & P

“?i

7 B cDC Ay B rE A 35 pF B (hen egg lysozyme, HEL) > e & 525 5 & &
(Lipopolysaccharides, LPS)# &> & *& 31 5% » ¢DC ﬁ* L3 ¢ T A & A~ LR
(Blander and Medzhitov, 2006) = c¢DC thim? £ & £ § L /7 B 7 LA F B
% > ] Toll-like receptors (TLRs) ~ Scavenger receptors (SRs)f= C-type lectin receptors
(CLR) > iz 3% AP % £ & cnfis;V 3w % 8 (pattern recognition receptors, PRRs) » i
39 5%0m A8 Y ehip B 4 =+ (pathogen-associated molecular patterns, PAMPs) - § %
Jafe PRRs %% & p% > PRRs #c il & i P2 > ¢ 358 Uk cof e 2 g e )
Foi =+ o g & Pz chF i (Pulendran et al., 2004) © % e 73 TLRs st 43 #4307 e inlm
?ﬁ"fr:}?a% (Oda and Kitano, 2006) > #]4- TLR2 v TLR4 % 'w? % & it 33 FEeno Ffe
f}}isfr e% m A+ @ TLR3-TLR7/8 4 TLRY frim? p sv & p #4337 Fe et e (Kawai
and Akira, 2006; Kenneth C et al., 2009) -

minvitro 2T 24 e DCo &R KiRA 5 H Ik KR 2 4% % (MoDCs)

2 B KR 2. R w2 (BMDCs) o d ** MoDCs eB~{8 > i > F]pt £ LB Ap AT 3

RS 0 - KR [L-4fcGM-CSF enif it T2 % 4.7 % > R EPzk s it 5 &
TR R R e S 3 & * (Carrasco et al., 2001; Paillot et al., 2001) °

MoDCs him#e 4 & 4+ 434 5 CD1'~ CDI14" ~ CD16" ~ CD80/86" ~ CD172a"fr
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MHCII" (Raymond et al., 2005; Carrasco et al., 2001; Chamorro et al., 2004; Foss et al.,
2003; Paillot et al.,2001) > @ CDI14 i@ ¥ A5 FHE Pk s 7|2 e 4 o » 7028
#tR %z $ 3 (Banchereau et al., 2000) - fe &5~ Jg fv# & DCs #8743 CD14
(Miranda et al., 2006) > f3i7 & M3 DCs T 3 P » B g F 55 flk
51 DCs 32 € 4 . CD14 - CD172a (SWC3) /> F B8 ¥ e KR o1& 2 Fk
(Alvarez et al., 2000) » % & # A it epf L CD172a € & R H 7 3% & g posf

(Summerfield et al.,1997) - @ #F R ‘oo iz i g L ohd & HJ/T‘ TERRE TS

el LR AR A s (FL - MBAETIRSHT SRR e AL
A ALY BERGAER TN AATTEY PR TAEAL S I MoDCs it EE

PCV2 F23 LPC £ v »xif chlm e #1030 o
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B2 f ppeo e

- & RER
AR LR ARR AR S RE P R MR e LT
o RERA T RS DT R ABE] o R PR ROPRR LR 18 A4 P
H 7 w7z (Peripheral blood mononuclear cells, PBMCs) » # & # MACS MicroBeads
BIEAE kB E D CD172a e > 312 & 2 A 2 3R %2 (immature MoDCS,
imDCs) » § S e s 5w o> 2B 5 Etgrdle ~ 5 - IR kkp 4 Eibg 3 e

LitERAT RAREBRE A LN A PR AL BRREL T REL MR T LR
%@%%%kﬁ %mmWﬂ@~@%@%$\m%§%$\m%&4$\m%

#qfrinrz grZ mRNA 2 F-v ’F‘r

Peripheral blood mononuclear cells (PEMCs)

h 4

Collect monocyte-derived DCs (MoDCs) through MACS

w

For each assay, four groups including:
1. mock-infected
2. PCV2 -infected
3. LPCV -infected
4. PCV2/LPC-infected

}

Detection Detection Detection Detection
by ELISA by RT-PCR by Flow ] by IFA
3 * - r
Cytokine (protein) Cytokine (mRNA) Cell surface maker Viral Infection rate
2, 4, 6 dpi 6, 12, 24 hpi ' 2, 4, 6 dpi

Endocytosis activity

!

Cell Survival &

Apoptosis rate

2,4, 6 dpi
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- a0 A

2-1 R %P
pEBE PRy TR e & & & T R (Specific pathogen free,
SPR)it B & > BFUBRTACHERS - AR ES ~ HRpd FLass

BAE AR RA B ﬁp‘)ﬁi% SRR > IR TIE hopE 2 R LR

]?]i i REDE %o GpEd 4B 4 17 (Enzyme-linked immunosorbent assay, ELISA)
RS E S 20 RS FETFE > ® Y B L F4ad F R (Polymerase chain
reaction, PCR)E e RI £ F 7 4 5 % - 2 5 - 3 RKp+ - BRps+ ~#2as
MO ELEEE R And RIS F T AR BEEE N TRREL § T
LRk FRRL BT

2-2 & IR A Hip b5

1. K>-EDTA & % & % BE 4% » ¢ (Vacutainer™) © R § P B 5% K*-EDTA > %’ﬁ“
dECE Y s R TS > A i Tl R A o

2. Antibiotic-antimycotic $2 % (Gibco'™) : p 4 Amphotericin B ~ Streptomycin fe
Penicillin » * £ % $rd] ,?:mf,%]"l & f,%]";l A o

3. Dulbecco’s Phosphate-buffered saline (D-PBS) © -4 F % © fic @ % 5% 58| i
* % 7 45 fr4% e D-PBS (Gibco™) 5 & * 1 o H - =oRB RS 0 AF pH EX
74750 SFRAFESFHE R o

4. 2% Ethylenediaminetetraacetic acid (EDTA) : 0.01M Na,EDTA (Merck, Darmstadt,
Germany) 20g 7% fj#*> 1 == D-PBS: &t pH £ % 7.4-7.5 53 BRFFis & * o

5. Ficoll-Paque (Sigma-Aldrich®) : & % ¥ 2 & 3k $ 7 I s thdic > 1% 2 R IT
Bl BRmeAh® alb- o TR*PPSALDBEFREY A Ywe o
Ficoll-paque i3 % % & 5 1.007 g/ml > &~ 32 ® mibefrid ik g 2,5 w B 4G o
d Ta bERE L i 3k - Ficoll-paque ~ buffy coat ~ RPMI medium e

6. Ammonium chloride potassium chloride (ACK) lysing buffer : {4 3t IR 4%
®oA iR TRe& 1 22 - %ok 5 0.15M NH4C18.29 g~ IM KHCO; 1 g~0.01M
EDTA 37.2mg > 3# # pH & % 7.2-7.4 > 12 0.22um i jg # (Corning Costar Corp)
Wi is g * o
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1.

10.

11.

12.

Roswell Park Memorial Institute (RPMI)1640 #2 & ;% (Gibco™) @ if & £ % B %M1
e > AAFHRAREE FL RE PR Aifkwre > TR e f RS
Boog*md | o4 x4 2 10ml o 2% EDTA 10ml & > ¥ 1 * o
QuadroMACS™Starting Kits (MACS Miltenyi Biotec) @ BAIk 4 iF x tiehnp 32 §_
1% & #rRih dE g sk (MicroBeads) 3 484k & 1 2w 0 e W iE E 4L
o P iRt FlRal s § A% 4 ke i i g BT o Rt AR R e
BB FHFEM 0 ke § B Bk 3 E(Separator) ~ £ A (MultiStand)
2 H o

LS Columns (MACS Miltenyi Biotec) : i * *t it » & iE (positive selection) »
S e Bk 4 5 2X10° ) mrkikemrr b+ B 5 10° .

Mouse Anti-Pig CD172a conjugate FITC (AbD Serotec): : 0.1mg > isotype IgG1 >
CD172a % .5 % B8 P13k 4 7)2 %% ol4c 8 1278  BFR % « B e mbe %
EARFEHRE T Ao BFMATRY o

Anti-FITC MicroBeads (MACS Miltenyi Biotec) : 2ml > ¥ #* *+ 200 =% ©2 } 4 3%
(5 = A3 e 2X10° 1) o

MACS Running Buffer (MACS Miltenyi Biotec) : g3k 4 i & su@ # kifitlm
g2 i o1 &2 D-PBS 7 3 0.5% Bovine serum albumin (BSA)% 2mM

EDTA> % # & pH &3 7.2>0.22 um i /g ## (Corning Costar Corp)if g {s i@ * o

2-3 w3 % i fodn M A

1.
2.

Fetal bovine serum (Biological Industries) : 752 w - g2bfs i 5@ * o
Recombinant swine granulocyte macrophage-colony stimulating factor
(rsGM-CSF)3g 3% E v bm#2 4 £ {1 ;% ] (Invitrogen™, Karlsruhe, Germany): %
~F % GM-CSF % Kk {8 3k o it 5 R b > 100 pg/vial 4 % & * 1ml
D-PBS 7% f#= 100 pg/ml » £ 5 o

. Recombinant swine interleukin-4 (rsIL-4 ) (Invitrogen™, Karlsruhe, Germany) :

IL-4 7 §) 8 $53% 2 5 GM-CSF » ¢ B 53k & 1 5 #R e > 10 pg/vial 45 % @
# 100 pl D-PBS % f# = 100 pg/ml 4 #i55 o
Dulbecco’s modified Eagle medium (DMEM)#2 % £ (Gibco™): 5¥ H % 3% & JRa %
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im%e (MoDCs)$3 % ife » 1104 & 41 & 3k & 1 % MoDCs > & * %4 500ml § if
4o b ogdrit 2 Fd % Sml > FBS 50ml ~ rsGM-CSF 20 ng/ml % rsIL-4 20 ng/ml °

AR5 - AR pAEL T ERET R K

1.

% i 78 # w Lapinized Philippines Coronel (LPC) vaccine © ¢ {7 jche 735 F2
ERTR R AR o

€ % = A1k i+ porcine circovirus type 2 (PCV2) @ & F13] 5 PCV2b > & ¥
SEFRHTEFTREASR -

2-5 P E B2 R 4 PG F B2 F R

1.
2.

2-mercaptoethanol (Sigma-Aldrich®™) : # e~ B4 ¢ % RNA " 2 o
RNeasy Mini Kit (Qiagen, Hilden, Germany) : #* >t 3¢ B~m?2 RNA - pt £ 2 p 2
RNesay mini spin columns ~ Collection tubes ~ Buffer RLT ~ Buffer RW1 ~ Buffer RPE
% RNase-free water - Buffer RPE 55ml & * % Jf 4¢ » 220ml & ¥ /ﬁ#a‘-
(Sigma-Aldrich®)  Buffer RLT % 10ml 4r » 100 pl 2-mercaptoethanol o
RevertAid First Strand cDNA Synthesis Kit (Thermo scientific) : & &% 7 # #7i¢
* 11 cDNA # 3£ 38%] - & 7 Thermo Scientific RevertAid M-MuLV Reverse
Transcriptase ~ Thermo Scientific RiboLock Ribonuclease Inhibitor ~ 5x Reaction
Buffer ~ 10mM dNTP Mix ~ Oligo(dT);s Primer ~ Random Hexamer Primer ~
DEPC-treated Water °

KAPA PROBE FAST gqPCR Kit Master Mix (2X) Universal (Kapa Biosystems) @ =
TR G pRARG R PR R 2 3R

*F B #rié ¥ dhprobe 2 primer 7>t Table. 1 »

2-6 jn 3V e kAP M F 5

L.

Annexin V it 3 2 & {0k = lw% gy B 4% & pi(Phosphatidylserine, PS).%
£ - Propidium lodide (PI)™ 4% » 3 7 ‘% s DNA ik R $¢ » fhd % e #

Frhn e = B ahfFA; o L 2 2 7 Annexin V-FITC - Propidium Iodide %

Annexin V Binding Buffer o
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O© o0 = O Ol =~

DQ™ovalbumin (Molecular Probes®, Eugene, OR, USA) : 1mg » * *t i ip] im % 3
BV AMILRZ A A o

Saphylococcus. aureus conjugates FITC (Molecular Probes® Eugene, OR, USA) :
10 mg » #* 1 ip) i e B~ 2 IR SE R F LR 2 i 4 o

Mouse Anti-Pig CD14 conjugate FITC (AbD Serotec) : 0.1 mg » -

Anti-Mouse CD80 conjugate FITC (B7-1) (eBioscience) : 0.5 mg

Rabbit Anti-pig CD86 conjugate PE (B7-2) (Bioss, USA) : 0.1 mg °

Mouse Anti-Pig SLA Class I-FITC (AbD Serotec) : 0.1 mg °

Mouse Anti-Pig SLA Class II-FITC (AbD Serotec) : 0.1 mg °

BD FACSFlow Sheath Fluid (BD FACSFlow™) @ jii ;% fm %2 @& 978 * &} /i o

TR R LA AR

1.

IL-18 ~ IL-6 ~ IL-8 ~ IL-10 ~ IL-12p40 ~ TNF-a ~ IFN-y B Z_> € * B ¥ it 2 &

Quantikine® ELISA (R&D systems) : p Z Microplate ~ Standard ~ Control -

Conjugate ~ Assay Diluent ~ Calibrator Diluent ~ Wash Buffer ~ Color reagent A -

Color reagent B ~ Stop Solution °

Protein Detector HRP Microwell Kit (KPL) : /#] 2_IFN-a » p 7 Coating Solution

Concentrate ~ BSA Diluent/Blocking Solution ~ Wash Solution ~ 50% glycerol
solution ~ HRP-labeled Anti-Mouse IgG (H+L) ~ ABTS Peroxidase Substrate -~ ABTS
Stop Solution °

Recombinant Porcine Interferon Alpha (PBL Assay Science) : 0.1 ml » 1x10° units
» activity 1.66x10° Units/ml

Mouse Anti-pig Interferon Alpha (PBL Assay Science) : 500 pg » clone K9 -

Mouse Anti-pig Interferon Alpha (PBL Assay Science) : 500 ug » clone F17 »

Avidin-Horseradish peroxidase (eBioscience) : * ** ELISA #f| > 1 : 500 ﬁr% °

2-8 SR K L H I AP M EH

1.

WH303 Mouse Anti-Pestiviruses (Classical Swine Fever Specific) (AHVLA

Scientitic) : Img > A FHE ¥ £L ¢ ¥ 2 - HFlY -
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2. Mouse Anti-porcine circovirus type 2 (» :E p Frcle B £ § 73 2 8% T 7
B i) Wk d P2 - Ao

3. Goat Anti-mouse IgG conjugate FITC (BD pharmingem' ™, NJ, USA) @ & & % ¥ %

5

Aod ¥ 2= b o

4. Propidium lodide (Sigma-Aldrich®) : 2@ 5 ¥ k4 ¢ PFL me {797 * o

29%%E

1. Real-time PCR : LightCycler®480 system (Roche Diagnostics GmbH, Mannheim,
Germany)

2. 7 kw2 ik 1 FACS Calibur flow cytometer (Becton and Dickinson, Sunnyvale, CA,
USA)

3. PCR : yT&A® vector (Yestern Biotech)

4. e 4k 7 H.o 5 ¢ Shandon cytospin centrifuge (Shandon Southern Instrument,
Sewelicky, PA, USA)

3-1 fmPe & BpEa s %

SL1#EY Ei ik HE e (PBMC) i g s it

l. = & SPFR & HE &4 20ml> T304 RN E T & F%
n EDTA w4 R 3 o

2. #1800 xg » 30 4 485 > 4°C o

3. P Jf:—"'i’xL 7k 2_ i ¢ Buffy coat > &2 3ml RPMI-1640 ( z 0.02 % EDTA)R &

33 > BWF » ¥ A% 5 4 o 7ml Ficoll-Paque » 1 ‘w8 & 5/% & Ficoll-Paque

PRy LR e o ds 1800 xg 0 30 4 48 0 4°C o

$6 B~ 22t % = & 7 PBMCs v £ 3ml RPMI-1640 /2 & 323 {54¢ 7% RPMI-1640 -

oo 200xg > 10 ~ 48 > 4°C -

2k b ik o der SmIACK 73 % 82 A3Nim 5 i £353 > 5 24k > 4°C -

N O O &~

4v ~ 10 ml RPMI-1640 ¥ + ACK ¥ 7% 7% F & » 3.~ 180xg > 10 » 45 > 4°C -
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8.
9.

10.

3% 1 FR > RVime 22 15mI RPMI-1640 & 438 £355 -
s 120xg > 10 A 480 4°C o
i * trypan blue (Sigma-Aldrich®) % +* #c2_ o

3-1-2 MACS B3k & 314 iF CD172a" (SWC3)sm%e 2132 4

1.

© N oo

10.
11.

12.

13.

14.

1.

16.

#s s 2 PBMCs fme 8o 555 # ¢ 5x107 > 2 5ml MACS Running buffer ;&
friog
4 200 xg 0 10 A 45> 4°C« 2 HFE 5 2 % [ o
305 b it A% e g2 500 l MACS Running buffer ;2 & 353 % ¢ 2c » 10 ul
Mouse Anti-Pig CD172a (SWC3) conjugate FITC -
4°C i®* 15 » 45 o
4r » 5Sml MACS Running buffer » &g« 300 xg > 10 4 4& > 4°C -
1 "$ ¥R 0 AR e &2 5 ml MACS Running buffer ;2 & 353 -
oo 300 xg 0 10 4 43 > 4°C o
3 A Ak AR ke 22 490 ul MACS Running buffer /2 £ 355 > & ¢ 4 » 10 ul
Anti-FITC MicroBeads °
4°C 7% 15 A48

$v » Sml MACS Running buffer » &t 300 xg > 10 4 45 > 4°C -

2 “,% s ‘}?“‘21’3’1 AR R &t £ & - F 0 Blw e &5 5 ml MACS Running
buffer # -

#- QuadroMACS™Starting Kits 7% 2 £ ~ B2 A 3 E ~ R g 2 T AR
o FERRS -

LS Columns #t » 2 3R+ 4% ¢ > & * 3 ml MACS Running buffer ;&2 o

# LS Columns ® e 88 2 3058 » B g 16 0 4o » 304 hlm e | iFR o

# LS Columns ¥ ef'm¥e &5k 2308 » B ¥ 5 > 4 » 3 ml MACS Running
buffer iz - p HIMF LAF = & -

R ik ts o #-LS Columns j€ 24 B EP I T § 20400 g F 3 o 4o x Sml
MACS Running buffer » ¢ * LS Columns *7%f2 /& B g L} chimbe * 4
PRI g
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17. » i = = ‘P & * trypan blue 3+ #c2.

18. &t 300xg - 10 ~ 43 > 4°C -

19. 2 “fi Gk o % wig 1 36.5°C W DMEM # & (M 7 rsGM-CSF 20 ng/ml
% 1sIL-4 20 ng/ml)#- CD172a (SWC3)m%s #icid & 5 5x10°/ml -

20, RPBA PR kA b pE R ELHE-m g 4 3 24 3¢ 47 (Costar, Cambridge, USA) »
3 4m ez e s 5x10°/ml ©

21, AW Z 5S%CO3TPCERERA#HI X > RADPF PR Zwre L L3 0

22. ® A X 4oor FER Z AITRK -‘Iﬁi—% (PCV2)0.5m.o.i °

23. P8 [P > de xR T FORA W HF BR(LPCV) 0.5 moii ©

24, BAFL P o eBlwmrt e FAATPE T BEA W SR A mA (85 4896~ 144
)P e (AT ek mRNA 2B > w% iR SR A HF 85 6
1224 ] &) -

32 B H S AR A B R T AR e ol fgs
321 M AR YRR I ZRRES HAR wie g R
. g %a bw Ban > 265 (A) mock 4] % ~ (B)PCV2 g % 2 ~ (C)

LPCV B 4 % ~ (D) PCV2-LPCV £ | g % % > 0 32 % »+ 24 34 4 (5x10°/well) »
BT B e P BE L R 32 R b R e B T RT3 20-80°C) T AE 3l 4 »
1 ml 7k PBS » & pE3 KR eln e f 5 o

0. LB T AhEE j#{t—f\.}_v}'.ﬁg ;g—;;tﬁi v BRI R IV = > /R PBS
JeB~% = {& > & * trypen blue 3+ #c2. ©

3. B~ 100 pl w2 5k (e e 4 5x10°) I #* fwre bk 5 o - mrz 3]k 5

oo g 120xg 0 10 4 48 -

® % I LAkt B Re 100%03 kP T F 0 4°C 0 10 A 48 e

PO R hir T poRE Glwie th Rl - Bl LR PRI RICE

" PBS Fikgl B oo b §E( A BT D N e 50 pl - BdaAl e

1 PBS Fikgl B oo 4e 50 pl = sdaAl o

© oo 3 O O W~

TR 1L Gk
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10.
11.
12.

L.

" PBS ik B oo 4 SO PL Fimie by 0 i g - fTF 5 b ik e

HPhECie R FHPRIT > FRERERS -

2200 BT TEH e RRFF DY 0 EE - FRHELAKEZBE
e i r}‘i%«?’:}{%i WH PR NRAER mie g 45 0 215 % AP & Sudp R
FARE P TR T4 CHEB Y -

FARAH & He
I.  1°Ab: Mouse Anti-Pestiviruses(WH303) 100x dilute
Mouse Anti-porcine circovirus type 2 (114C8) 300x dilute

II. 2°Ab: Goat Anti-mouse IgG conjugate FITC 500x dilute
ITII. Propidium lodide (PI) 1000x dilute

322 1nsN dme R B e £ 3 Lk CD14 ~ CD80/86 ~ MHC 1 - MHCI 2. % it

AP BA Lo B ew > A% % (A)mock £4] e « (B)PCV2 & 4 & ~ (C) LPCV
B %2~ (D)PCV2-LPCV £ | B 4 & > fn 32 % 4 24 34 45(5x107/well) » ik
o B m e PpE A 8RR Bdmie 33 & P iR e B X RE 3 -80°C -

#E 3t e r Tml 7k D-PBS » i R3¢ &30 enin e B 0 de g hfeiimte 2 g
BT 3 4 i RS B F 3L 5 x10 BT BAR LA F (-
¥ 2x10° fm¥e ) » A W% H e chim e & 6 Lk (cell maker) e

g 180 xg 0 10 A 48 > 4°C o

2% ik o @ e f8 5ot D-PBS 100 pl 0 R £353 0 A S e g iR
oo PR N E fRFU o B BB AT sk 0 4°C 1T 30 448 e

117k D-PBS ik mie o grs 180 xg 0 10 4 480 4°C (34 H FE4F = =) -

2% ik 0 @ s 0T D-PBS 400 pl 0 143 e R RIE K o

i * CellQuest™ #7 %8 & {7 iy A 47 AR R e e 4 R R ML R P
Bitimbe » T ERPIHR A ML R me AL o

a 2x10° fm e “rfe ] endufE E 2 flow channel:
I.  Mouse Anti-Pig CD14 conjugate FITC: 0.1 mg/ml > 10 pl » FL1 o
II. Anti-Mouse CD80 conjugate FITC (B7-1): 0.5 mg/ml > 1 ul » FL1 -

[II. Rabbit Anti-pig CD86 conjugate PE (B7-2): 0.1 mg/ml » 1 ul » FL2 o
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IV. Mouse Anti-Pig SLA Class I-FITC : 0.1 mg/ml > 10 ul » FL1 o
V. Mouse Anti-Pig SLA Class II-FITC : 0.1 mg/ml > 10 pul » FL1 -

3-2.3 12 Annexin V-FITC (AV)4e Propidium lodide (Pl ) Bl fm % % = feoifk 7

1. fimrep= g @ 4 ¥ LEF - AR A g A i it
RS Baa 4 o k- wme? > wm% gty 5k & fé(Phosphatidylserine, PS)
€ JE N RIFeE P dwve oF ] 5 Annexin V E - fEATH S RIF g B E O o
HPSF gt » 7k~ 28 mwmes s PIE - 8 DNA 44> 1@
¥ nmrelmie L B g4 o § PIE w222 DNA S &7 ¥k
FIU T R A S B hmbE o

2. AESA Lw Bl 4w L (A)mock 24 E ~ (B)PCV2 g 4 % ~ (C) LPCV
B %2 ~ (D)PCV2-LPCV £ | B 2 2 > in¥ 32 % 3t 24 34 4 (5x10°/well) » B4k
o Bt ie P I BE L -t b 32 & IR e B RS 3 2-80°C -

3. fxBrw BF % eniwie o 11 D-PBS ‘J%"J;t o Hr.e 200xg 0 10 4 48 > 4°C o

4. fel AV-PI working solution® & B & p|# » 2 "$ iRt RV mre &2 104 pl
AV-PI working solution ;& & 323 o (- i {&k & (7fe > % Annexin V Binding Buffer
100 pl + Annexin V-FITC 2 pl + Propidium lodide 2 pl)

5. 15°C-25°C » gk (% 15 A 4 o

6. 7 JE#r.< ® 4 » Annexin V Binding Buffer 400 pl - 2 7 3¢ fm %2 i 1§ B FL1 fv
FL3 channel B#% % & o

7. i % CellQuest™ #cAf e (7 ey A 45 » I 4l ~ 4 AV 2 B % Pl thiw
% % % 112 B %'Y(URSLL S LR)P e Pime > T B HP1E B A e

B g LN himie | A o

fRe k= o= 20 T
[. & % 'w*:Annexin V negative and PI negative
II. % # - ' :Annexin V positive and PI negative

M. 7= wr2 & 8Ldp k- P : Annexin V positive and PI positive
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3-2.4 Staphylococcus. aureus-FITC # ] MoDCs #&3~ 2 AJR3f (LR ey 3
1. 2@ s%aiw Ben s A5 i (A)mock #2422 ~ (B)PCV2 g 4 = ~ (C) LPCV
B % ~ (D)PCV2-LPCV £ | B % % > ‘n¥ 32 % 3 24 34 4 (5x10°/well) o

2. & Saphylococcus. aureus conjugates FITC ( S. aureus 3x108/mg)1r,3m LEN I Y

50:1-
3. BFFHREEN4C pled 37°C 7 5% CO 1B % $ict 1 | pF o
4. +4v 200 pl trypan blue #r+|%e ¢k 5L » 8% 20 4 45 o
5. YxBmfe > H.w 300xg 0 4°C > 10 4 45 ©
6. 2 f it » % D-PBS Fikimte o 4 300xg 0 4°C 0 10 A 4h e FikH A E
7}*5,_

A “,% iR 0 4o 200 ul 2 PBS fiz ®l 1% Paraformaldehyde (PFA) % € iw % o
8. im3\im® Kk 1 P|# A& FLI channel ¥ % @& > ¢ * CellQuest'™ #ic#8 i& {7 g~
o NFRFHBETE M RPN 0 T4 E KR A Y ML R i

A

3-25DQ™-ovalbumin # Bl MoDCs #%3~ 3 2 ¥ i3 Bk chiy

1. *9%%A 5w B 2w A% 5 (A) mock #7242 ~ (B)PCV2 g %4 % ~ (C) LPCV
B4~ (D)PCV2-LPCV £ B 4 % > %2 32 % 30 24 34 4 (5x105/we11)

2. DQTM-ovalbumin (DQ-OVA)¥ £ % ¢ %] 2 BODIPY"FL dye » .15 ‘m ¥ 5 vi's
fRE YRS € RIS S F K o &34 200 ul DQ-OVA 2mg/ml) » % § #58
BN 4°C ¥iplie g 37°C 3 5% COr g & 48 1 /] pFo

3. B > Hro 300 xg 0 4°C 0 10 A 4 o

4. # %% 1 iFir o ® * D-PBS jfikiwre o g 300xg 0 4°C 0 10 A 4h e FikH HE
;};}_ = o

5. 2 “,/TT_P Gife > e~ 200 pl 12 PBS fie @l 1% Paraformaldehyde (PFA) %] ¥ ke o

6. Jm3imre % 1§ 4%~ FLI channel ¥ sk & » & * CellQuest ™ #c 48 :& {7 #icdf A
o UFBHBETEMI FPBEE@mE > T ERPERA S M R 2w

'F]"A,,\Lbo
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326 MR R B ABA A RR e EE RS ARE

1.

N O Ol >

10.

11.

12.

13.

%% 12 % 4 & » 1772 (Enzyme-linked immunoassay, ELISA) % 4| * FLf 48 & —
Maa2 Bl fRbptE ?‘r F e & vl B R g it i ek
E(OD)i& {7 2 & & 47 ©

rF L e BB L2 H 5 (A)mock #4]E ~ (B)PCV2 g 4 % ~ (C) LPCV
B %2~ (D)PCV2-LPCV £ [ B % 0 > ‘w2 32 % 24 3¢ ﬁé(SXlOS/well) %y
o Bl e i I BE L M- 35 & iR T B X503 20-80°C o

8] %_TL-1B ~ IL-6 ~ IL-8 ~ IL-10 ~ IL-12p40 ~ TNF-o.~ IFN-y # * H £t £ %

Quantikine® ELISA (R&D systems) > I ik R & & (74 (T o

Peliimi sy & iR IR fRL 0 D IREP FER Y PIFER FRIR A -

fe iR ol i dle » RRR SR Rl S B o

IL-1B 5 B 0 96 3L e 3 & 4 ¢ 4r Assay Diluent 50 pl/well -

B e R R A S SO ul/well > PR 359 BV E R AR R
¥ ®(Sahker) » 50xg > ¥ B IE* 2 ] pF o

Bz N e R R “,ITT » 4c Wash Buffer 400 ul/well 7% 96 3 & » R Hi15 foiitll
IR MHIEFT X o

=k

Bofs— FFR™ §CE P R4 0 4 Conjugate 50 pl/well » B+ 4% > B 20 i
BAGETE SOxgr FEIEr 2 ) pFo

BiF N R e % » 4 Wash Buffer 400 pl/well Fik 96 3 dF o AL G ol g
FALR o LHIEAFT K o

Bofé - =0k ™ g iR > 4c Substrate Solution 100 ul/well (Color reagent A
fr ColorreagentB & £ & » 15 s 4P & %) ¥ B T* 30 » 45 -

4v Stop Solution 100 pl/well ® 1+ & ¢ * j& » & * ELISA reader (450nm)+& P+
AWK E o

* Office Excel #-£ 7 UM R (22 @ ok & o2 & 58 0 o 58 5 L84k PR &

AR N DN R RR

3-2.7 12 Real-time PCR i Bl % MRNA %4 RE

1.

AP A Lw Biew] > A6 L (A)mock £241% « (B)PCV2 g % % ~ (C) LPCV
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B %42 -~ (D)PCV2-LPCV £ f & % & » ‘w9 12 % 3t 24 3447 (5x10°/well) » st
e B iz cps Y BE(R B+ 15 6~ 120 24 /) PF)fe B w2 38 (7 15 5 Bk o

2. 1 RNeasy Mini Kit 5 B~ m#2 % pE 2 i (RNA) » £ 2 “,/TT e ¥ %% o el lysing
buffer (10 ml RLT buffer 4 100 pl 2-mercaptoethanol)+r 350 pl/well /% f2 ‘o ?2 o

3. Beline Rk o b RG5O T0%2 PR B33 0 R ERAB D R

#-2_ spin column » &t 8000 xg » 4°C > 15 F) o

{ # AT E 0 4e 700 pl RW1 buffer » g~ 8000 xg » 4°C > 15 ) ©

{ #ATec ¥ o 4 500 pl RPE buffer » 3. 8000 xg > 4°C > 15 4 -

{ #ATeT g 4e 500 pl RPE buffer » &t 8000 xg » 4°C » 2 4 4d o

N O O o~

{#ATeTE g > % BB #:# (12000 xg) 7 # 1 4 48 > #/2 % spin column X § 7
Rl o
8. #-z i ¥ { # 5 RNase free fic® 4~ ¢ > 4r 35 ul RNase-free water » &t~ 8000

xg > 4°C > 1 A dh e
9. Z 3 spin column » #-34 B~ % & 51 RNA % 5 >+-80°C o
10. 12 RevertAid First Strand cDNA Synthesis Kit # RNA & #4% 3 7 4 DNA
(Complementary DNA, cDNA) - 12T % premix fiz > o

RNA 33.5 pul

+ Oligo (dT),g Primer 2 pl
Total 35.5 ul

FRIEEL:65°C 5 »48 — % k2

10mM dNTP Mix 2 ul
Reverse Transcriptase 1.5 pl
Ribonuclease Inhibitor 1 pl
+ 5x Reaction Buffer 10 ul
Total 14.5 pl

FRIERZ:42°C 1/} F —94°C 5 24 — 4°C

11. ##4r%= = cDNA § 5 3t-20°C % * o

12. 1 2 p= R & frédgd F s (Real-time PCR) @ i w72 ir 2 mRNA 2 & o A48
TP oo WiplensE p e IL-1B ~ IL-4 ~ IL-6 ~ IL-8 ~ IL-10 ~ IL-12p40 ~ TNF-a ~
IFN-o~IFN-y~TLR-3~TLR-7~TLR-8~TLR-9 > House-keeping gene i¢ * GAPDH ~
B-actin ~ cyclophilin (primer = probe 7|** tablel.) o fiz > 4= -
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gPCR Master Mix (2X) 10 ul
forward primer 0.4 yl

Reverse primer 0.4 yl

Probe 0.4 ul

cDNA template 3 ul

+ RNase-free water 5.8 ul
Total 20 pl

FREIEE 5:95°C> 254 — 60°C > 30§ — 72°C > 20 %)
13, mfcidikit 5 1 Bk » %3817 40 Bk -
14. #-#73 4 4 e cycle threshold (Ct) /& 4 House-keeping gene 11 Ct &7 ¥ ACt

B kxR s N g er e 4 F] 2. mRNA AR E RE o

335t a e

hAFT Y P iE% % % 01 mean + standard deviation % 5T (B % 2 mean =+
standard error of the mean # 57 ) > ¥ 12 Prism 5 #2.5% ta ] o si3t o471 * H #]3 B
#~ 47 (One-Way ANOVA, Statistical Analysis System, SAS® 9.2 Software) » - 12 & =

AYriEES ez ot g HY Z8 2 p E<0.057 &% £ £ - 12 Duncan’s test

(0=0.05)\  # & e T 322 FFenid B o
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Table 1. 313 & 7]

Gene symbol

Forward primer

Reverse primer

Probe primer

IL-1

GTGCTCAAAACGAAGACGAACC

CATATTGCCATGCTTTTCCCAGAA

TGCTGAAGGAGCTGCCTGAGACACCC

IL-4 GTCTGCTTACTGGCATGTACCA GCTCCATGCACGAGTTCTTTCT CAACTTCGTCCACGGACACAAGTGCGAC
IL-6 CTGGCAGAAAACAACCTGAACC TGATTCTCATCAAGCAGGTCTCC TTGAACCCAGATTGGAAGCATCCGTCTTTT
IL-8 TGAGAGTGGACCCCACTGTGA CTGTTGTTGTTGCTTCTCAGTTCTC TGTCAATGGAAAAGAGGTCTGCCTGGA
IL-10 CGGCGCTGTCATCAATTTCTG CCCCTCTCTTGGAGCTTGCTA AGGCACTCTTCACCTCCTCCACGGC
IL-12p40 CACAGCAGG CCCAGGAAT TGTTGCTGACGGCCTTCA TCAACCACTCCCAAAATCTGCTGA

IFN-a GCATGAGATGCTCCAGCAGAC CCTCACAGCCAGGATGGAGT CTCGGCTGCTGCCTGGAATGA

IFN-y CGATCCTAAAGGACTATTTTAATGCAA TTTTGTCACTCTCCTCTTTCCAAT ACCTCAGATGTACCTAATGGTGGACCTCTT
TNF-a TGGTACGAACCCATCTACCTG GGCACTGAGTCGATCATCCT GCTGGAAG

TLR-3 GAGTTGTCATCAAATCAAATACAAGAG GAGGCCAAATAATTTTCCAATG TCTCCAGG

TLR-7 CACATAGCGAGCATCACTCC TGAAATCGATCTCTACCAGGTG CTTCCAGC

TLR-8 CTCCATCACCTCAGGGAGTT AAGCCAGTGGGTATTTCACG GCTGGAAG

TLR-9 GACCATCGAGCCCAACAC GGTCGTGATGCTGTTGTAGC AGGAGCTG

GAPDH ACATGGCCTCCAAGGAGTAAGA GATCGAGTTGGGGCTGTGACT CCACCAACCCCAGCAAGAGCACGC

The sequence of TagMan probes and primers used in reverse-transcription real-time PCR from (Sipos et al., 2005)
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=
s
4k

3=

- & mre kil

30ml /& i * RRBRY D fn_ TR TR ERIRE L [
H¥E6 x107i 1.5 x10° » £ & * MACS B3k A iF & 8% 1) CD172a" (SWC3)im
85 97 8 6x10° 3 1.5x107 o #-4m ¥ 12 Mouse Anti-Pig CD14 conjugate FITC i {7
Ad pi7is > FEPE R A2 me R TI55 9746 % -

$2 8 EECARRES HACFRA T & MoDCs 2 B
2-1 ﬁ—* WHHPER AR R e % F
AFEFHRY LR YL T FAFA) R me BT S TL S o LA 1 B
S el e g & B R o A B A H Pk kR 2 R e (MoDCs)2 | %
F (infection rate) > % ¢ % % Bgom 3t Fig. 1 » 53+ T ehk | 4 ¢ iE(percentage)
2ot AR AL 4FEFE L2 MoDCs (5 4 A7 BlE % o F Behd = AP
4 (PCV2) B Jp#dfh ™t o pF(0.5 MOD) » hpsd 4 15en% 2426 % » PCV2
R A ST EE A 5 85+5.85% ~ 83+£5.42%Fr 87+3.00% (Fig. 2A) ; % PCV2 frd it
FRET f* RLPCV) % kA mbe fFhpd g4 865% 246 % > PCV2
R A ST EE A4 5 8544.79% ~ 84+6.32%Fr 88+4.32% (Fig. 2A) - #PCV2 ¥ jHhg
224 PCV2/ LPCV 2 p R L 2 b= BRFREET & Wb > B E30FF by
£ F LB (p>005) -

% LPCV H jpifé ™ e pr(0.5 MO » fpd g 4 (6 60% 2-426  » LPCV
B3 T oE A b 5 88+£30% ~ 86+2.87%Fr 89+3.77% (Fig. 2B) ; § LPCV 4r PCV2
rREATerEARA R AL DNE 22456 2 P LPCV B R FTIHE L B 5
89+3.69% ~ 88+3.77%r 89+1.26% (Fig. 2B) » #- LPCV ¥ jbR % = - PCV2/ LPCV
ARR Atz BRFFEEE LB R BRI v REF LR (p>0.05)-
iR % % &1 PCV2 v LPCV % MoDCs s38. et » KR i—’,l,ufﬁai %2 X B
A gy E 80%4 b0 PCV2 iz &7 ¢ #2F LPCV $t MoDCs gt % it 4 >
LPCV 7= % .48 PCV2 % MoDCs & % it 4 -
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22 E P KR R e ip M w4 5 LR A LB S

RPN e IR AR T e & m B (cell surface maker)Zo 1R o T 02

;3 mee kA 7 0 CellQuest™ & A 1 % & M P ¥ (parent) #7 A rny Lsg B 28
L8

7
~

FARERS N A7 T8 T 2 p A vt E(percentage) © A EB (211 4 R F
MoDCs i® 5 4 £4F g ipl3t % & ¥4 B 4 8 P13k KR R dw o2 (8 97 il eh
e om0 @ 35 CD14~CD80~CD86 ~ MHC class I 2 MHC class II i& {7 # ip] »
# B3 % CD80~CD86 = MHC class II éf_b'“r’ﬁ B e LM CD14 A mock &~
PCV2 g % 2 ~LPCV g % 2{- PCV2/LPCV £ g % 2 4 & #1565 48 | pF
e AT IEERAE G 97.2541.44% ~ 97.41+1.25% ~ 97.51+0.80%Fr 97.66+1.14%
(Fig. 3) > B %48 vy alf¥ 4 8 (p>0.05) - MHC class I % mock % ~ PCV2
B %2~ LPCV g % & fc PCV2ILPCV & & % ot d 8 4 15 % 48 /| preng &
eI mE A 5 95.00£1.14% ~ 94.56+1.25% ~ 94.73£1.07%F+ 93.96+1.76% (Fig. 3) >
BHENAE L A F LR (p>0.05) - Ak SR A E PCV2 4r LPCV B %
MoDCs ' % ¢ %2 3 CD14 v MHC class I s i > @ = 3 A4+ R ‘% (mature DCs)
3 ehlmz 4 % ~» F CD80 ~ CD86 fv MHC class Il &A% Atkp|D > B 2%
k7= PCV24c-LPCV é.#%ﬁ_r)ﬁai {6 % 48 PF> 7 i3 Tl A = BB R b7 (immature
DCs) = 3 s # o

23R FFF I G REY M FERS F2L AN
R P % i mock & ~PCV2 B 4 % ~ LPCV R 4 24r PCV2/LPCV % ¢
B % ke & w3 MoDCs R 4‘}?54 {8 6% 2~4~6~8 % JgB~‘m e > & * Annexin V-FITC/
Propidium Iodid (AV/PI) % sm % {5 » £ 127 ;3% fm % ik 2. FLI channel 4= FL2 channel
iE {7 fm & 13 7% 5 (Survival rate) ~ &= & (Apoptosis rate)fr7 = (Necrosis rate) 14
17 0 By W R e e R 2 17 5088 CellQuest™ i 7 4 45 > v H 4 AV {r PI
e T KR B RN L2 0w ~ S e s g - e o o
% o hffisd 5% 2% o mock & PCV2 % & + LPCV g % 2. fr PCV2/LPCV
EFRZEOFEFER S 96.59+0.86%~93.01+1.58%96.08+1.36%~93.35+£0.99%
(Fig. 4A) > 2@ mock 22 4r LPCV g % 22 FFenfm® 35 F i £t alg ¥ L 8
(p>0.05) » PCV2 =4r PCV2/LPCV % g % 22 B enim? 3 &5 3§ 7~ g
B ¥ £ B (p>0.05) @ mock 2 fr LPCV g % iw? a5 g Apd (65 2 2%

38



%% PCV2 24c PCV2/LPCV £ @ % % » 53-8+ % 64 ¥ £ B (p<0.05) -
4 1% 4% > mock ‘&~ PCV2 g % 2 - LPCV g % ‘24 PCV2LPCV £ F g
Az iEFEAE S 93.61£1.246%~92.84+2.13%~95.57+0.22% ~ 94.63+2.37% (Fig.
4A) 5 BR B2 B Y REFE LB (p>0.05) M&f,@ﬁ_:fﬁai 4% 6 % »mock & ~PCV2
B 242 ~LPCV B 4 2 4c PCV2/LPCV £ B 4 fe g B 5 & B 5 94.08+2.04% -
89.65+0.09% ~ 94.62+1.87% ~ 87.91£1.85% (Fig. 4A) > # » mock ‘2= LPCV j % %
e A S Ry 8 ) A F LB (p>0.05)» PCV2 & e PCV2/LPCV &
Rz Fenme g iy a8 ~al¥ 4 8 (p>0.05 a mock 2fr LPCV
RAemie 355 AR 2 ﬁry‘-‘l‘ 6% 6 X ¥ %3 PCV2 &£4r PCV2/LPCV % F g %
o AP G el F LR (P<0.05) - hEfEHS % 8% o mock &~ PCV2 &
22 ~LPCV B % 24 PCV2/LPCV £ R Loz ESFEAE 5 77.5946.67% -
55.40+8.93% ~ 88.15+5.17% ~ 34.16+£14.72% (Fig. 4A) » £ ¥ mock 4= LPCV g 4
o B e A BRI L @ REL B (p>0.05) @ PCV2 B4 kw2 i ik
% i3 mock 24 LPCV B 4 %2 » 3 PCV2ILPCV £ F R e » 2 H v $ % o s

AR F LB (p<0.05)  PCV2/LPCV £ F R %2 e 3aF M3 E e 95ke
B E Ve H R et s A F LR (p<0.05) - AR5 AT PCV2 a3 &
i@ ¥ MoDCs i3 /& F 14 ¥ fpsd B 412605 8 2 » PCV2ILPCV % & % 2
G ES BT Bk ¢ Bk o

ﬁ_iﬁ-ﬁﬁf}ﬁii {$% 2% > mock & ~PCV2 g 4 %= ~ LPCV g % =4fr PCV2/LPCV
LR G lemimie - F kB i 1.3740.14%1.05+0.63%~0.48+0.30%~1.18+0.56%
(Fig.4B) * B R ez By 28 % £ £ (p>0.05)° adefipm4 £ % 4 % > mock &
PCV2 g % & ~ LPCV B % ffc PCV2LPCV % f g % o inim 3= & & A %
1.244+0.31% ~ 2.01£1.11% ~ 0.73+£0.12% ~ 1.43+£0.63% (Fig. 4B) » # B F 2 ‘o2 & ¥
EEF LR (P>0.05) affipm+ 6% 6% > mock =~ PCV2 g % = ~ LPCV & %
24 PCV2/LPCV £ R 4 b k= F & E 5 1.45+0.27% ~ 4.00+0.40% ~
0.9140.12% ~ 4.91+0.47% (Fig. 4B) » # ¢ mock & fe LPCV & % 8.2 [ crim e & =

LA E P alF LR (p>0.05 @ PCV2 g 4 22 wmP k= & 3> mock &
LPCV R % % > M3 PCV2/LPCV X FRpr L e B2H v F%EeE s algFild

= 1 9% 2L I

(p<0.05) » PCV2/LPCV * o B 4 52 'mb% B~ %% F %0 6 B %0 » bt )
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BREFRET T REF LR (P05 hiRfEpSF % 8% > mock &~ PCV2
22 ~LPCV g %4 24 PCV2/LPCV % Jr g % 2 chim?e k= ik K 5 7.2846.63% ~
29.2249.46% ~ 1.24+0.41% ~ 43.56+£7.95% (Fig. 4B) > £ ¥ mock & 4- LPCV & 4 &

s enmmre Be K AR E L ERF LR (>0.05) 0 5 PCV2 B % 2 fmie k= &
%+ mock = 4e LPCV & % 0 » % PCV2/LPCV £ kg 4o - i v § %0 5 o

B ¥ £ B (p<0.05) > PCV2LPCV £ kR A w2 mbe k= 54 35 Hu ke
RPBE v AP A F LR (p<0.05) c & E% % AT AR )]35%, ts th

FopE sl {5 7] fhlm e

ﬁ_ﬁ‘rﬁ_flﬁii {$% 2% »mock 2 ~PCV2 g %4 % ~LPCV g % ¥4 PCV2 /LPCV
LR A echimie = F(RAY A= X))k B L 2.04+£0.44% ~ 1.80£1.64% -
1.60£1.04% ~ 1.94+1.49% (Fig. 4C) > & B S w2 B¢ £ % L B (p>0.05) - ik
fp4 5% 4% > mock &~ PCV2 B %2~ LPCV & % 2 {r PCV2/LPCV # F & %
Bt X ikBE G 4.3540.56% ~ 4.43+1.04% ~ 3.12+0.31% ~ 2.95+0.89% (Fig.
4C) & B R S o2 By @A F £ B (p>0.05)° Lfifbps4 2% 6 % »mock 2 ~PCV2
B %2 ~LPCV g 24 %24 PCV2/LPCV % F g % Elm® v = F ik B ;i
3.3840.62%~5.91+£0.39%~2.95+0.84%~5.68+1.21% (Fig. 4C)> # » mock 2 4r LPCV
w2 Behimre = F A AT E L ¥ LB (p>0.05)0 PCV2 &4 PCV2/LPCV

AR R A2 Fenfmiegs = F A E P ~al¥F LR (p>0.05 A mock lfr
LPCV R 4 = = ¥ AR 74-‘)?5-%- {6 % 6 % ¥ M3t PCV2 24 PCV2/LPCV % F
R b1 5 ak¥ 4B (p<0.05). titfims 4% 8% »mock & ~PCV2
B %% ~LPCV B %4 %24 PCV2/LPCV % F R 4 Elm® 5* = F ik B 3
11.85+6.89% ~ 14.47+6.64% ~ 10.28+4.91% ~ 21.50+11.82% (Fig. 4C) » # # mock
fo LPCV B % ez ehimme »= X A n 8 1 g ¥ £ 8 (p>0.05) > PCV2 &ic
g P akF LR (p>0.05) @

‘\‘l\r

4%
YU &

F_‘-

PCV2/LPCV % g % o2 ¥ thimve 5+ = &
% 6 % M PCV2 e

ab\u,

mock 2 fr LPCV g % elwmie 7= F A 45
PCV2/LPCV £ kR %2 A3 T 3 e F AL R (p<0.05) *EHR S *HTF
PCV2 ¥ jpitfd 2 o LPCV % F 354> MoDCs ¥ > e & A {8 % 68 % dhim¥e

LTI EEEL SR
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2-4 ‘% PR 2_ A A

AFB%F %25 mock 2~ PCV2 g 4 /e ~ LPCV g 4 £4- PCV2/LPCV % ¢
EAE s SuPE ARS8 e% 25456 % J2B- MoDCs » %+ DQ™ovalbumin
(DQ-OVA) i Pk #2 $&B~7 3 M Fil 24 4 » 77 %5 Staphylococcus. aureus-FITC 8
Bl PR 2 4 o d e L 4PC PEELE TR A 2 B B EFUR G
o B R F RGBTSR TR 37°C 2 L R R Y R cE e ¥
FE IR e kA 70 CellQuest™ /& A 1 7 & M kP2 ¥ (parent) #'7 f t¥
e kY o FHRIRS N AT TR T L 4 vt E(percentage) 0 & 3RS

114 5p 5k &2 MoDCs (55 3 £A4F chig Rl ¥ % -

Befm+ 2% 2% > mock 2~ PCV2 g % & ~ LPCV g % 24 PCV2/LPCV *
PR 4 2P 3 BFR DQ-OVA 2z i 4 %A 5 95.25+1.163% ~ 98.69+0.10% ~
98.96+0.82% ~ 99.00+0.11% (Fig. 5A) » * BF % ez B¢ m g ¥ £ B (p>0.05) - &
fm+ 2% 4% >mock & ~PCV2 g % 2 ~ LPCV g % 2= PCV2/LPCV % F g %
BT 3 kR DQ-OVA 2 i + & B 5 96.18£2.202% -~ 98.60+0.28% -
97.95£1.38% ~ 97.81£1.03% (Fig. 5A) » * Bf % ez B¢ a g ¥ 1 B (p>0.05) - &
R+ 2% 6% >mock 2 ~PCV2 g % 2 ~ LPCV g % 2= PCV2/LPCV % I g %
T 3k DQ-OVA 2 it + & B 5 96.63+0.470% ~ 96.42+1.73% ~
98.06+0.84% ~ 97.94+0.29% (Fig. 5A) > = B R e 2 B ¥ m g ¥ L & (p>0.05) - #
%%k g PCV24c LPCV ¥ bR 4 & £ F B 4 MoDCs ¥ » ' A 5 &g Bimie

B EIRT A BAR 24 o

#AEHF L% 2% > mock & ~PCV2 g % &~ LPCV g % ‘v PCV2/LPCV %
FR 4 223 ik S aureus-FITC 2z it # & B 5 96.41+0.685% -~
98.74+0.14% ~ 98.95+0.85% -~ 98.72+0.40% (Fig. 5B) » * B3 Shlez By A % 4
2 (p>0.05)- & fbp + 14 % 4 X »mock & PCV2 g % 2 ~LPCV g % & {= PCV2/LPCV
LR R Z EHEPILEMEILRAR S aureus-FITC 2 it 4 & B 5 79.77£7.89% -~
87.58+4.23% ~ 88.76+5.37% ~ 89.80+£2.56% (Fig. 5SB)» # B d w2 Wt Rl ¥ £
2 (p>0.05)- 38k + 14 % 6 = >mock 2 PCV2 g % & LPCV g % & = PCV2/LPCV
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LR 2 EEFEPIE LIRS aureus-FITC 24 4 & B 5 71.90+£7.29% -~
75.35+7.81% ~ 76.29+7.32% ~ 82.95+2.54% (Fig. 5B)» # B ¥ S w2 B¢ @A ¥ 4
B (p>0.05) 0 ~3E5k 5 % B or 12 & hpF P AR L > MoDCs & 3R R ik 4 4 €
BT 9% 5 @ PCV2 4o LPCV ¥ b 4 & £ F & 4 MoDCs 5 » % & B Rwmve &
MR RJEIEAR LR 20 4 o

2-5 P k2 R e jp M Jw %2 ek MRNA (04 L E
* 2% %% DCs 4p B #7 7 (Summerfield et al., 2009; Chaung et al., 2010) > #*i%

IL-1~1L-4 ~ IL-6 ~ IL-8 ~ IL-10 ~ IL-12p40 ~ IFN-a ~ IFN-y ~ TNF-a ~ TLR-3 ~ TLR-7 ~
TLR-8 ~ TLR-9 #i 5 #& Bl P 4% » 12 real-time RT-PCR = ;% 4§ /P } it -7 mRNA %
MR RTF B 457 &2 MoDCs 1T 5 4 €47 chdk Bl % % > F % %2 % mock &
PCV2 g 4 % ~LPCV R % 2 fc PCV2/LPCV % Fr g % % > d ** mRNA 7% J4p e
R FRRAY S BRSSP EF L DR S R 54 4 F 4 DCs T g
(Stockmann-Juvala et al., 2010):E * g % 4 {8 % 6~ 1224 | pFerplipllg % & {7 X
# 0 T #4713 kA ccycle threshold (Ct) i /& 2 House-keeping gene B-actin 77 Ct &
THRD S AC B 0 R or 20 A RN T iR A F)2 mRNA A A RE o

BRApA (L% 6 B> PCV2 B4 2 ~ LPCV g % 2fr PCV2/LPCV %
B 4w IL-1 mRNA £ 8 & B 5 2.67+1.33~1.71+£0.98 ~ 3.48+0.59(Fig. 6) » PCV2
2 fe LPCV 2 ~PCV2/LPCV & IL-1 # M E & 4 F £ £ (p>0.05) @ PCV2/LPCV
wenll-1 2B F > LPCV &> a3t 8 + 5 Ak ¥ £ B (p<0.05)-PCV2 B & % -
LPCV g % %24 PCV2/LPCV % ¢ g % 1 10L-6 mRNA % 8 iz & 5 5.84+3.35 ~
1.57+0.72 ~ 7.50+3.70 (Fig. 6) » PCV2 %4 LPCV %+ PCV2/LPCV & IL-6 % £
AR E LB (p>0.05)> @ PCV2/LPCV 2 inIL-6 4 g B * LPCV > f izt & 1
73 g ¥ £ B (p<0.05)°PCV2 B % %2 ~LPCV R % %24c PCV2/LPCV £ f g % %
¢ 1L-8 mRNA # 8 & B 5 2.3598+1.273 ~ 1.0420.63 ~ 2.05+0.18 (Fig. 6) » PCV2
2 4c PCV2/LPCV 2 hIL-8 % E & & ¥ £ 8 (p>0.05)' @ PCV2 4 PCV2/LPCV
e IL-8 2B F 0 LPCV & » Gz 8 + 7 5 4 kg ¥ £ B (p<0.05) - PCV2 g %
2 LPCV g % %24 PCV2/LPCV % ¢ & 4 2+ 1L-10 mRNA % £ % 14.46+7.18~
2.95+0.92 ~ 18.15+15.86 (Fig. 6) » PCV2 ‘& 4r PCV2/LPCV 2 1IL-10 # ¥ & & ¥
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£ 2 (p>0.05)+ @ PCV2 24c PCV2/LPCV 2 :H1L-10 £ L 353 *F LPCV 2+ &
MIE PG AKE L B (p<0.05)° PCV2 g % % ~ LPCV R % s4c PCV2/LPCV %
R 4 fe e TL-12p40 mRNA # £ 5 1.21£0.72 ~ 0.98+0.63 ~ 1.50+0.63 (Fig. 6)
= B9 5% 2 IL-12p40 mRNA 4 BB 355 5% £ B (p>0.05)°PCV2 g 4 & ~LPCV
B % 24 PCV2/LPCV £ f g % %1 IFN-a mRNA £ 3R B & A 5 6.60+3.85 ~
0.79+0.41 ~ 13.04£9.91 (Fig. 6) » PCV2 ‘4c LPCV /2 » PCV2/LPCV & 5 IFN-a %
REAKEFE LR (P>0.05) @ PCV2/LPCV 2 IFN-0 % £ 33 LPCV & &%
PE G A F AL R (p<0.05)°PCV2 g %4 %2~ LPCV g % %4 PCV2/LPCV %
B % %2 TNF-a mRNA % 38 % 8.66+2.74 ~ 1.08+0.32 ~ 9.65+3.28 (Fig. 6) » PCV2
2 fe PCV2/LPCV e e TNF-o # 3R E & & ¥ £ & (p>0.05) » @ PCV2 ‘& dir
PCV2/LPCV ‘e TNF-a %R £33 LPCV 2> a3 B P m F ol F L B
(p<0.05) - PCV2 g % % ~LPCV g % 24c PCV2/LPCV £ g % % 1 TLR-3 mRNA
# L€ 5 1.85+0.33 ~ 0.78+0.17 ~ 1.88+0.27 (Fig. 6) » PCV2 %4 PCV2/LPCV & :h
TLR-3 43L& &5 ¥ £ B (p>0.05) > @ PCV2 %2fr PCV2/LPCV %2 TLR-3 4 L E
2% LPCV 2> &35+ 7 5 Al ¥ £ 8 (p<0.05) - PCV2 g % %= ~ LPCV g
4 2 4c PCV2/LPCV % o & 4 %7 TLR-7 mRNA % 3§ 5 2.77£0.58 ~ 1.17+0.99 -
2.69+1.33 (Fig. 6)'PCV2 ‘24 PCV2/LPCV 2 TLR-7 % L& & 5 ¥ 1 B (p>0.05)>
@ PCV2 je4c PCV2/LPCV ¢ TLR-7 4 L 395 * LPCV 2 » a3 8+ 7 33
WBE L B (p<0.05) > PCV2 g % & ~ LPCV R % %24c PCV2/LPCV % Fr B % &b
TLR-8 mRNA # £ % 1.38+0.46 » 0.72+0.17 ~ 1.33+0.65 (Fig. 6) * PCV2 & ir
PCV2/LPCV . TLR-8 # 3L € & & ¥ % & (p>0.05) » @ PCV2 24r PCV2/LPCV
i TLR-8 £ B 358 » LPCV & » a3 8+ 7 % Al % £ 8 (p<0.05) - PCV2
B %2 ~LPCV B % %24 PCV2/LPCV % b B % % TLR-9 mRNA # B E %
0.47+0.14 ~ 0.69+0.13 ~ 0.43+0.14 (Fig. 6) » PCV2 %4r LPCV /& ~ PCV2/LPCV & i
TLR-9 % 3¢ & 5 ¥ £ B (p>0.05) > @ PCV2/LPCV & TLR-9 % 3L¥ % ** LPCV
o R E PG AR F LR (p<0.05)c A FE% P IL-4 {o [FN-y A # B ! mRNA
2T 0 AR T T o

EN }ﬁﬁ-sr fg en% 12 ¢) p# o IL-1 ~IL-6 ~IL-8 ~IL-10 ~ IL-12p40 ~ IFN-a. ~ TNF-a. »
TLR-3 » TLR-7 ~ TLR-8 ~ TLR-9 " mRNA # L& % PCV2 gt 4 % ~ LPCV R 4 =
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e PCV2/LPCV % g 4 87 § 6 /| Prena i iazh 8 1 ¢ & 454 £ B (Fig. 6)° &
Fd B A% 24 [ #rF HiRIT P 9 mRNA % I E 3948152040 -k T (Fig.
6) B E L LR %E L BY AR FALR(P>0.05) - FEN TSR BT ApE R
Lisen® 612 BF > 5 PCV2 35 e S 2 {c LPCV | % &t #2. T mRNA £
BB FE RO Gk d R LS 6] BT BT PCV2/LPCV £ F &
% e #03% #ehTL-1 > IL-6 ~ IL-10 ~ IFN-o ~ TNF-a. mRNA # L8 &0 3 % o 7

Fh A Rd B EBHMEOLAEF BLERS TP AN S

PCV2/LPCV £ g % 2 fr PCV2 B R il £ 8 | K ARG S S 7 RET
PCV2 e mRNA K = #rif $eng i imve ek 2B .24 [ B2 P #1034 0 by
FR AT 24 ] EARRIIPEAR BT G F 6 FATRBIFIH20% 1T 0 @

LPCV #7#% o mRNA % £ £ 24 ] 2 4p $Hi T 48 0 Fp 32 p) PCV2 358 b

¥ grE mRNA % IR - B 4082 2R (%58 7] fe 4rs %a'}ﬁ&i‘ﬂ‘ i o

2-6 H sk KR AR ip M mie ek 39 Fend R

*iE% 54 DCs 4p B 7= 3 = ;2 (Peng et al., 2009)2 2 L5 mRNA g ip|78 P
$43% IL-1 ~ IL-6 ~ IL-8 ~ IL-10 ~ IL-12p40 ~ IFN-q ~ IFN-y ~ TNF-a # 5 8] B 4%
v2 ELISA & 3% 4R} i {kehded HAME > A3 2121 4585 & 2 MoDCs % % 4
TAF ORI % 0 F B 5 mock k2~ PCV2 B 4 & ~ LPCV R %4 2 4r PCV2/LPCV
ERERE bpAREEDHE 2 456 X LBl g iRt T 2 £458 3
EAF WP -

ffsd B 4% % 2% > mock &~ PCV2 & ~ LPCV & {r PCV2ILPCV £ I & %
EorpliE IL-6 )R B 5 3.19+1.48pg/ml ~ 16.77+4.20pg/ml ~ 20.14+7.37pg/ml ~
30.72+5.45pg/ml (Fig. 7A) » LPCV ‘24e PCV2 % ~ PCV2/LPCV £ b g % 21 1L-6
AREEEE LR (p>0.05) > @ PCV2JLPCV £ kg % 2116 2 E 1 PCV2 &
BN E Y 3 F LR (<005 tpFd g F 4% mock & PCV2 & -
LPCV ‘24 PCV2/LPCV X Fr R 4 2R 8 IL-6 k& &K 5 18.56+5.66pg/ml
21.55+3.10pg/ml ~ 42.46+9.91pg/ml ~ 32.38+4.19pg/ml (Fig. 7A) * LPCV & 1L-6 %
REBR LHUEFREANIE I T T LR E<0.05) AR EEF 6
% > mock 2 ~ PCV2 ‘e ~ LPCV %24r PCV2/LPCV % & & % =477 IL-6 k& i
B % 16.36+9.25pg/ml ~ 21.54+3.22pg/ml ~ 27.44+9.48pg/ml ~ 35.03+£3.59pg/ml (Fig.
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ViR

7A) » PCV2 % ~ LPCV Z4r PCV2/LPCV £ kR L iech IL-6 + RERMELD
(p>0.05) °

BRF R A% 2% mock &~ PCV2 &~ LPCV & 4r PCV2/LPCV 7 ip| ¥
IL-8 kB 5 759.98+171.47pg/ml ~ 2384.87+484.88pg/ml ~ 767.37+222.62pg/ml ~
2538.54+171.48pg/ml (Fig. 7B) » PCV2 24 PCV2/LPCV £ I g % 21 1L-8 £ T
ANFLB(P>0.05 e3> LPCV g4 2% 5 ¥ £ & (p<0.05) - hpd g %
5% 4 = »mock % ~PCV2 ‘& ~ LPCV /e4c PCV2/LPCV % ¢ g & ‘2 #7ip| {7 TL-8
kR R B 5 812.20+4247.38pg/ml ~ 2619.62+683.30pg/ml ~ 1055.75+579.50pg/ml ~
3043.04+1136.46pg/ml (Fig. 7B) » PCV2 %4r PCV2/LPCV 2 1L-8 % M & i ¥
Z 2 (p>0.05) 2> LPCV g4 2t 5 ol ¥ L2 (p<0.05)° tpmF R 48 % 6
% s mock % ~ PCV2 % ~ LPCV 24r PCV2/LPCV % Fr g % 2 #7p| {8 IL-8 kB i%
B 4 838.76+293.92pg/ml -~ 2661.58+523.25pg/ml ~ 1376.29+721.51pg/ml ~
3381.08+1352.89pg/ml (Fig. 7B) » PCV2 24 LPCV % » PCV2/LPCV % ¢ g % ‘& i
IL-8 2 E &K ¥ L B (p>0.05) i PCV2/LPCV + g & 20 IL-8 2L E B
LPCV & 535+ 5 kg ¥ 4 £ (p<0.05) -

!’ftﬁr?—%- B2t % 2% > mock 2 ~PCV2 &~ LPCV 4= PCV2/LPCV & #7p|#¥
IL-12p40 k& & B 5 39.63+25.28pg/ml 177.22+95.60pg/ml ~ 31.60+40.55pg/ml ~
106.79+31.12pg/ml (Fig. 7C) » PCV2 ‘.4e PCV2/LPCV % I @ % & 51 [L-12p40 4
LA FLE(P>0.05) £F3 LPCV g% ex s ¥ L B (p<0.05) ° tpmd g
Z i¢ % 4 % »mock 2 ~PCV2 2 ~LPCV 2 {-PCV2/LPCV % Ir g % 2 #7ip {7 IL-12p40
kB R B 5 63.73£39.12pg/ml ~ 108.70+59.94pg/ml ~ 80.44+43.00pg/ml -
128.38+76.56pg/ml (Fig. 7C) > PCV2 2 4r PCV2/LPCV % F& g % e [L-12p40 # 3R
TR FLE(P>0.05) £33 LPCV g4 o35 ¥ L B (p<0.05) » tpm# g
24 {¢ % 6 % »mock 2 ~PCV2 2 ~LPCV 2 {-PCV2/LPCV % ¢ g % 2 #7ip {8 IL-12p40
kB = B 5 33.48+1826pg/ml ~ 55.91+23.62pg/ml ~ 86.69+62.53pg/ml -~
109.27+112.22pg/ml (Fig. 7C) » LPCV 24r PCV2 % ~ PCV2/LPCV % & g % e
IL-12p40 4 8 & 85 % £ B (p>0.05)» @ PCV2/LPCV % I B % 1 [L-12pd0 %
FRPCV2 &2 538 3 4% £ B (p<0.05) -



i-‘}?&% R %1% 2% > mock 2 ~PCV2 & ~LPCV 2{r PCV2/LPCV % Fr & %
& 57pl1E TNF-o )k B % B 5 8.61£9.19pg/ml ~ 66.77+8.18pg/ml ~ 53.49+7.56pg/ml ~
86.64+21.63pg/ml (Fig. 7D)>PCV2 2 f= LPCV £ ~PCV2/LPCV % ¢ & 4 2 7 TNF-a
4P A% L B (p>0.05) it PCV2/LPCV £ F g % o 7 TNF-o % L £ & ** LPCV
o pMAPE G AFLE(P<0.05) ps R A F 4% mock &~ PCV2
2 ~LPCV 2o PCV2/LPCV g 4 2 #rp| ¥ TNF-a k& 58 s g F £ 8
(p>0.05) > s g A1 % 6 * > mock 22~ PCV2 = ~ LPCV ‘= fr PCV2/LPCV %
PR % e Rl #® TNF-a kA& & B 5 46.11£30.10pg/ml ~ 84.51+40.41pg/ml -
114.88+50.24pg/ml ~ 44.85+12.11pg/ml (Fig. 7D) » LPCV &+ p] ¥ c TNF-a & &

WHEF e T ANIE Y FANF LR (p<0.05)-

Bpd R A% 2432 PCV2 2~ LPCV 24 PCV2/LPCV % | & % & 73]

BIFN-y R R A F F F a ¥ L R (p>0.05) & bpd g 416 % 6 % » mock

~PCV2 ‘& ~ LPCV /24r PCV2/LPCV * g 24 %2 #rp| % IFN-y kR & 5 %
6.01+5.25pg/ml ~ 4.48+2.67pg/ml ~ 11.11+£7.75pg/ml ~ 73.66+5.17 pg/ml (Fig. 7E) »
PCV2/LPCV 2 R 4 2% 6 % #rp| @ IFN-y ER B> H & F % e > & &3t
B B F L R (p<0.05)° tAiE5% 7 IL-10 o [FN-0 A & iB] > & TR 4 BT o
FE My % k7 PCV2/LPCV £ R %4 %24 TNF-o 4 € o LPCV g % =
W2 T g A RAE S Frd adg% > @ PCV2/LPCV % g % 20 1L-8 fv IL-12p40
AREAHBFRL AN 246X ¢ LPCV R L ef » P @@
ERBEA Sh% 2426 % > PCV2 g 4 2 fr LPCV & % 2 [FN-y £ R E v
mock 7 #] e ¥ EAF LR > Apd A% 6 X% PCV2LPCV £ kg % &2
Frigip 3% & BE S IFN-y -
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Fig. 1 7% = 4% K I{%* (PCV2)$r Lt ERE Y f’* R(LPCV) #4658 $2 7% &
2. BER e (MoDCs) 4 & & % 4 ¢ (IFA) - #- 5x10° ¢ MoDCs #4& 0.5 m.o.i 1
PCV2 4r 0.5 m.o.i E’?”’LPCV Ak BE A 200X ARTF T L) & 100 3wt ¢ b
B dm i fofsft dmie 0 R RSk 1 4 7 &2 MoDCs 75 4 €475 i pI%t % » 9 %
B2 de 3-2.1 & rékit o (A)PCV2 Hediirdlle » (B)LPCV Hirirdlle » (C)PCV2
@ oo me B ¥ PCV2 yg;i $Ef (D)LPCV B % > LPCV wim® § %

LIEES 3 (E)PCVZ/LPCV 4 2-PCV2 & %4 5 » (F) PCV2/LPCV % FF R %
2-LPCV | % F o A% 1’% A= R o | PCV2 mAb - WH303 (CSFV mAB) -
Z it i GAM-FITC(% ¢ &% %) @& * Propidium lodide(PI)% fm?2 1% (k= ¢ ¥

2

%) o d 3 PCV2 4= LPCV ¥ MoDCs =g % 5 & L#&;}é:}%i BE 2463284 -
R FTAH A Fig. 2A,2B) > e pma 6 2 X 24 RY S R4 o
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A cytokine mRNA expression level of 6 hpi
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IL-1 IL-6& IL-8 IL-10 IL-12 IFN-a TNF-a TLR-3 TLR-7 TLR-8 TLR-9

Fig. 6 H 113 % i 2 B% % (MoDCs) tu 7% 5% = 313 5 4 (PCV2) e
it FEOR R W R4 R(LPCV)E % & #1734 % w2 jr % (Cytokine) =
Toll-like receptor(TLR)Z. mRNA Ap ¥t % JL & o A 3ES [c B~ fmbe (hpF Y 5 B
85 # i (Days post-inoculation) % 6 ~ 12 ~24 ] p& > i * real-time PCR #i
& P mRNA A 471 &> %3t T4 4 £ 47 eh mean + SEM (standard error
of the mean)# 7t » § % = 2 4r 3-2.7 & 74t o (A)RfERHF % 6] 7
mRNA 23R E - B)RfpH+ 4% 12 F mRNA 2 RE > (O)FRfpF
%24 P mMRNA 2E - * "4 Al - BAEN? FASL Ol 5 AHE
M Z R (p<0.05) °
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IL-8

A IL-6
5000
60 J mock a MOCK
ab b PCV2 40004 a a PCV2
= EX LPCV =
£ £ a ab EXA LPCV
B 407 a a ab 2 @l PCV2/LPCV Z3000{ 5 g @8 PCV2/LPCV
z % g r N \
? b a afs p ab e 2000 § § § b
ok =°: - \ ol g
:: 1|;|.|;||)-bb §;. §:::
c o N B L B4 L X
| : AnLAR OHER LB
2 4 6 2 4 6
Days post-inoculation Days post-inoculation
D
C TNF-a
150 b
IL-12p40 3 mock
3 MOCK 120- a PCV2
= 300 PCV2 = a a % B3 LPCV
£ a EQ LPCV B 91 “ @E PCV2/LPCV
2 5004 S PCV2/LPCV — ab a X
g % P el P12 1B g ] a
S g a a ab a ab I'zl' g e ap ::: a g :::
<100 | b b F ol UK I K
/ / R B 1B ol
LVl [IVRE [lE 0 LA > e
2 4 6
Days post-inoculation
E
60 IFN~y b
C3J mock
501 PCV2
= 40 E2 LPCV
E=) @8 PCV2/LPCV
a
— 301
- a
=z
W

Days post-inoculation

Fig. 7 ¥ 3% % i 2 # & f0% (MoDCs) &7 5% = 2| Bk 5 4 (PCV2)fr il * B
& & PR(LPCV)R % {5 #73 $ ehim e jfe & (Cytokine) 3-v F & B kR jcP
% 33 & R PR G 2 4Eop 4 15 (Days post-inoculation) ¥ 2~ 4~ 6 % 0 Hicdy 5 4 B
2. MoDCs % #iRl¥ % » & @& * pE 2@ 8L K2 (ELISA)fz #2471 & » 53h 70
™ 3 £ 4F e mean + SEM (standard error of the mean) % 5= » F & = /% 4 3-2.6 & #74%
i o (A)L-6 thd B A 45 > (B) IL-8 thd JLE A 47 » (C) IL-12p40 thd ;& A 45 »
(D)TNF-0 14 BB 4 4% » (E)IFN-y th& E A 45 « "D L 7 b — BN 7 I
T s b A F ML B (p<0.05) -
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IF
A F7 g Tiad § Huang 3% £ (2011, 2014) L% > 3% % = 3138 i+ (PCV2) 0

Z€ % MA N ERRE A T(LPCV)red » AT - B S PR R enF R
frip s dl o MR LR EEAIPLAE I ELASRLE DFRE
(Steinman and Hemmi, 2006) » f §]jis i 7 ffocd CD4 §1 < 3| T w72 2 CDS”
A B T wres 3 & - s iy (Zhouetal., 2007) » FI Pt A 3R5R:E * fLA & SLE B

GEITH it R e (T 5 ARG R o B R LB el g s R e

¥ po

-

FIRA RS LEAR CRERGIZED R A pd E AR
LF i PR G TR G R E IR R 0% R A E i Bl A AR
ik Fé”»—r}}%% (human immunodeficiency virus) § %%' d R dme ﬁ%—}}%i BRI BT F
i H i 4 (Dengue virus) € 3 H R w h X B > LR AE wE i =4
(cytomegalovirus)» § #c @ #tR ‘we w2 gk ML > ¥ HFp7 s 4 (measles virus)
€ MR e iR IR AR #F(Vmcent et al., 2003) > F]* & it B f# PCV2 v
LPCV ¥R % #7i¢ & 0B 4 $55 8F PCV2 £ 48 LPC 2 # o i e 41§

F‘E j'b %I‘El«o

& 2003 & p¥ > Vincent % 4 (2003)=%= 1 &g o1 PCV2 it B 4 ¥ {73k KRz #%R
‘e (MoDCs)fe & #£ % /i 2 fif % 'm*z (BMDCs) > &% 7 & (Confocal) & fic&L™ ¥ i
Hp PR ve e P 5 PCV2 e il 5 o AR F 3 0 s T iw %k (PK-15A)
Shim e 8 b B Ay 49 I PCV2 cdi 3k &40 )40 104 fo i F (in vitro)
55 A MR S cniE 4 B s kA7 BEon PCV2 s & Fk e8P (in vivo)
T 4 R B lee FARKR R A 2h e e % (Krakowka et al., 2002; Rosell et al.,
1999) - p # PCV2 &8 {73f/E efim?e % 7|2 'm* 3 % H51£5 (Chang et al., 2006;
Gilpin et al., 2003)> @ %~ 3F % ¥ PCV2 " MoDCs =R 4 F % 85%°Chen % * (2012)
BT -‘Iﬁlf}?“ﬁ—% (CSFV)*r MoDCs gt 4 5 92% > 7~ 3 & A% a7 %% > @
PCV2 4= LPCV et % & MoDCs A 6§ 1+ » % miwie % > 1 dp+ &2 e e
PR AN AR S TT R R o 5B fEE PCV2 FE A7 At

MoDCs P 2. % ¢ 8. 455 LPCV thgt % F » A #5%+ % PCV2 fr LPCV £ F g % 4 &
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FAYE o BEET ApE R RS HE 2~6 % > PCV2 3 & B LPCV g %4 MoDCs
(35040 B iRl e MoDCs 597 § 558 # 0 PCV2 & 248 d @2 8 LPCV shg % 4

B R AFERE Y Tt o

B OBTR e AT B LA l’r’i;l — 1B = 34 it 9 42 (Saito et al., 2008) -

AR ROMR e K R G R Ak W B B iR PR
Mo AHE I T BY L SBIETERL RO Rme o TG ok §
BIRE T wefad B F & o bR e S ) eifife? > 337 IR weF
2 en 3k F)(DCs-specific gene) & % 334 ¥ > # % £ F {14 + CDS80 ~ CD83 v
CD86 £ 4 & A 3 1447 £ 4 % - A/(MHC-Dfvi & e 8Ap % A7 & 4 % = 3
(MHC-I) ¥ ¢ 7 # 3 E + 2 hfFa)(Kruse et al., 2000; Zhou et al., 2007) o F]* F 4~
R e g3 > ol R 4 PCV2 v LPCV 4.3 ¢ 2w 6 4 F 2deh
S L MRS DE e HhiBl% % CDI4fo MHC 1 en4 I A BF e b B X
97%7r 94%¢ith 2.4 » d 3+ CD14 &3 § 2 i3t 310 836 LF %5 LPS & TNF-o
f]jf > CD14 & MoDCs ¥ ¢ #F 4> we ¥ it € Fl i B R RB 7 p,_:n*-,e}gb'ur

AR o hFHALTL FAAMALT &Y CDI4 175 H Prof KRz wmie b B 2% kg5
A MHC T3 ¥ £ 030914  $12 dw% o o s i 2 i N 3Rk R o § dm e
Il F P MHC I it #-p5 & 9225 (peptide) & I3 fm#e b ip] > 3% 04 AL e i
Figapl o B2 B i £ F i o CD80 ~ CD86 fr MHC 11 & 3 F 5k 2 thig ipl
L% LA R Summerfield % £ (2009)fc Chen & 4 (2012)5%= 3 &% > PCV2
fr CSFV R4 #Rmie > 23 FHE S H2a04 » Fp Al ¥ flpd
IR o dmre R A F HRPIE S AT B P A3 R o @ Vincent £ 4 (2003)
ST BT 0 TR AR LRl > MoDCs 5 CD80 » CD86 = MHC 11 3B £_
€7 MIP EPLIRE ¥ Vincent & X (2003)s7F7 7 * @ 0¥ i RFl G 0 A
i WRlme 45 A 5 R %4 Chen ¥ 4 (2012):%7 3 » R * ffpm+ (&%
48 | PERAG HRPBIPFR > 2 T AR F P TR M FERARR T RS T
i AP EHLEE > F] CD80 ~ CD86 4w MHC I th g Ait g ¥ ¢

4

4 LPS & TNF-o e/ ™ 4 11?%'@%

¥ RedF 0 1-6 § & Lk 2§ CSFV g % im p¥ > CSFV e7NS2 ed 12
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7w k= o4 B 4 NF-xBfrcyclin A g0 7 o ' 2 i& » S-phase (Tang et al.,
2010 and 2011) » @ g % 7R 5 1A ik = SRR Vo o+ © SAREP LR RS IR
Frd] B ok BT = B8 3 EH T % %= (Summerfield et al., 1998;
Bruschke et al., 1997)c p 51 » 5 < }I%:f% 414 CSFV g 4 MoDCs {s % 24~72 /| B>
MoDCs &5 % &2 &= 3otk )2 & £ 8 (Chen et al,, 2012)- ¥ ?t PCV2 » ¥
MERGT N E PR/ ErgEwe k7|2 Avgwm#{r DCs ¥ > PCV2 ¥ & § & DCs #ic
X0 PR g amie R frmit ke A3y 3 FHRG PCV2 ¥ Al
* DCs ¥ 4 %ii}‘éffﬁai FIEAEHE ‘o sk eh- fE 41 (Vincent et al., 2003) « &4 7 ¥t 'm
k= o2 A5 aA fr i R B 0 F PCV2 B % MoDCs & § i & fm¥s i e
FEEARE S SR 5o BARAGEEE A DY 6 X BT R
FhmAR L 8 AP Y Fé']“e‘_i“%ﬁﬁfé_ﬂ_fr LPCV R % ‘i i 5§
80~90%F* » PCV2 R 4 2 ei3 i 5 X 50% > @ & PCV2 4v LPCV X ¢ g % el %)
FEFHEHT 0% wip ks FAaBEHEHRENE 7% LPCV B R EX i
1% PCV2 B 4 2.5 5 30%> @ & PCV24r LPCV % I g 4 chle w) = 5 :F 45%:
FE L AR %Efgsf:rﬁ;;;i & MoDCs %7 3 58 T » PCV2 g 468 ¢ Hxkm
ek 0 TP AR RRADIETIRT €1 F i &G Frdlmie k- # i g LPCV 4
& 3 dleni 4 0 8 T dmre k= 1= chiEA) o v AF Chang % £ (2006)4 45 1
ok o FEPMWS)id S ek T dmre ik 2 BHTE TR T Bt 0§
PRRSV ¥ jpg %4 PCV2/PRRSV % o B 4 81 W8 E e im %2 £ Jp 33 & chP- 5k
TR e MM T P e A E TR RS F e AN EEw
e fp e B I Fasligand sn& LE F 2 > KRB R OSHE T ok f AP 53
s Fas £ &+ 2 ZH35 > @ Fas (CD95)4r Fas ligand (FasL)eiE it B avs @ 5548
HRLFAET wrefoiefid] B iwre 7 = g /i (Alderson et al.,1994, 1995; De Milito
etal,2001) > d ** A= 7 FH B MoDCs 2 & b T & s me X & - 7

# MoDCs eim?e = § F 45 d Fas-FasL e i 97k iv 2 12— HHEF o

BE AR R e R B 15 ﬁF)IJ' SARFEIR 2B )90 £ f%?ﬁr} i

e FS < Bk A 0 DCs Y B L ARE Y - B SR R AL
i p Bk e RS U BRE S LR BAIRB T A APE A &
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\.

BB B me S F B A= F et £ 27 Vincent & 4 (2003)% £ e 1]?:75 PSS R

A
—=\
i

' — % MoDCs e it ixi2 2 > = 5 &F %3 ¢ & * chPCV2 }F‘s*ﬁ& A

Y

FaA R 2SRRI RRIEF AR OMREL BERS COE 144 ]

|

PFFfe 192 -] BF > @ Vincent & % cfT 7 (kB % 24 B 31 72 ) BF > 0 R F)F A
EREFABPRBELE > Thd 0 AF R Y H PCV2 d it § 5 10°
TCIDS50 > PCV2 [’ii—»f e R e B) 250ul A s i F] 0.5 MOI a0 Bk ik 2 > Fpt s 7 50 3
"f:)]%* Rkl R Rt b s B ERme Y R ra\/,,\;g};;ff,—ﬁxam B AR T i
Moo = Blmiz f A fE(self-destruction) B A2 Y H - fA L ¥ end TS o T LA

%ﬁ'lﬁi«frﬁ LT o ARSI B g 4 R p e hoo 1

\

Sk Vg Fev [fiF(caspases) » 4 ATEE RS R EARE TV TR o BAdF S }?»]-q— 4
S F Y 0 FE e A i R BINA o R F|H e aﬁ:}}i;* M3 Rl
AAFGLWEE P OF LA RF B Hps AL g3 g T Gk
#f:—}}ia-sr g N o pw e 3 L EM PCV2 i ORF3 F-9 & PKIS 5142
eim e k= § % 1 caspase-8 fr caspase-3 BT #7 ¥ 3k (Liu et al., 2005) o @ fwm*e 4%
B2 ek TG 5 F e P P RA S PR APFEER S 2 BHIT N
{ 54F# > 82X PCV2 3 % MoDCs &= enf 4] p % & A # > e hmyg §¢ @
I PCV2 B 4>t MoDCs #rildzend= 2 3 Eut B ok o P g i) &
PCV2/LPCV £ FR AP { AP & > A KEHEF MoDCs ek~ af 4.4 PCV2
A B AT GBI L P PCV2 B 418 0 253 LPC % v 97 & o4 B
MBEHT 55 £ & B I o

A SRR w2l § V£ E P2 4 (T ¥ (macropinocytosis) ~ 7 X R R -4 0
*¢ & (¥ * (receptor-mediated endocytosis){rvi ] (¥ * (phagocytosis) % if F]#&B~ 2 e
BRRenp s FPEg B & DCs ApMAm T Y e LB P o AFF R * b
DQ™-ovalbumin i & fHdg < A F 17 3 HFLR T 5 RS T DQ™V-ovalbumin
e 48 5 mannose receptors > S iEmiE FrEtEfEE PS4 § MBI FkH ¥
*k Staphylococcus. aureus-FITC B| £_i% 3 $f b chip| &y B o A F %P >
MoDCs #:48 PCV2 4o LPCV 4 » % % £ ¥ b 4 fe b B % &7 3 BFh 2 31
MiiR e R & B F L R 4P Steiner ¥ 4 (2008)#-PCV2 B 43t 75 § w2 ~
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& ¥ fo MoDCs {782 7 &7 » MoDCs % ¥ DQ™-ovalbumin i 4 4 80% »
PR E R e § G FE G N B s S (PRV)R % F Bk RZ £
SRR mEEE > A 4 24 B EEEF T RFIV N S AR
Bk % re £ 3k Pl Rdegp & B 4 % Dlgpd > T GRR BT LT A
Rimre P Zegie® MLl TR 4 8= AR w2 > ¥ 8 PRV i p
Pk AF o & B ¢ B B (shut down)f 2 & & éhded FE a4 > R E 2B s
Mo WR B R 1T 2T % (Kwong et al., 1987) < % & 11 1 A+ PCV2 4r
LPCV st % » 27 % MoDCs c1% sii# it 7 € & $ 45 » 3228 A3 h i FiR chik
B REE P R4 BEA 4 R Rd N rRE R R F AR fapT
BRI E T R A F kg R 2 o F]p A MoDCs hFF N ¢ PCV2

&3% é'jgvj P P2 RJR LR 2o B R MR A W gt o

Bt PCV2 &2 8 i ok e 8 3 975 1A en PMWS e d A e 3452 0 &~ /I%
Fiteh3-l & &8 Sabscit > @ PCV2 &g 4 % @5 i B 2 o (PBMCs)frit ¢ B
77 (AMs) 2 0 Btk T s Y AL R T 1w L g # (Pro-inflammatory
cytokine) & 2 4% % o Kekarainen % 4 (2008)s9% 3 45 1! PCV2 #73f # 0 IL-10 §
it 2o g M+ (Recall Antigen)srix & "% > I i 4 Fr4] [FN-y ~ [FN-o~ [L-2 fe IL-12
% R 0 @ B2 PCV2 ¢ 374 IFN-a i€ B Pre BB bk 5 & o f $3 naive
sk = dme PCV2 R € 3% B IFN-a e 4 gt (5% 4] p 5 & AB 3> 2 38| PCV2
Vi g e ane it TR T e fofuR B R 2 e T i
UIL-10 5 ARG 4R T T A B R A A AR B P om A ¢ SAER » A IL-10 %
FE LRI P oL BRI {é,é-ﬁ:}fia-% it FF R 4 ek F12. - (Brooks et al.,
2006) o ¥ ¢k A A e }?&JJ ;}F, 2 IL-10 4 5% ¢ ri] IL-12 4o IL-2 eh& 3R 5 &

B 87| Thl iwre i 75 F Jig(Taga et al., 1993) » izt #7 7 e+ 54 5 f2 PCV2 £ 3
AR LR RS iR EHNFLFERY AW RPInBR ¢
% o iR M 0B e ¥ ¢ Chang % 4 (2005)~ #% 91§ PCV2{-PRRSV % FF & 4 AMs
P PCV2 #73% $ IFN-00 § @ PRRSV g % I i ™ s 8 Pt s it > £ 50 8

tlm?e rE o mRNA £ 17 > 2~ 5 %4 DCs ejp b < /I%(Summerﬁeld et al.,

2009; Chaung et al., 2010):E #% IL-1 ~ IL-4 ~ IL-6 ~ IL-8 ~ IL-10 ~ IL-12p40 ~ IFN-a ~
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IFN-y o TNF-a # % 8] P 1% o % PCV2 4 LPCV % p H jbRt % > MoDCs & » %
¥ P 3] IL-1 ~ IL-6 ~ IL-8 ~ IL-10 ~ IL-12p40 ~ IFN-a = TNF-0 7 mRNA # £
F i 4v eiFA5(Fig. 6) > @ IL-4 o IFN-y Rl X #& Rl 1 o 4pdz T 3 PCV2 3% ihf
B % mRNA £ E 4 LPCV L 4357 > ¥ Gpd g A 8% 6 ] BT ip 5] en
mRNA 28 5 LB F > 2 (ST FMF enif4e > ZIME 24 [ PP € Bl >
A LPCV #73 $ehd L Pl T 8o @ & PCV2/LPCV % b g % {6 eh% 6 /]
FORAFIZRELERMABR MG AN F I PCV2E B LealixrLid

fe Mo r g ehimte ek mRNA £ 8 50t PCV2 o LPCV H jpgt 4 P8 & § > i
J?“%W”Wﬁ%’Eﬁﬁﬁﬁﬁﬁi@%ﬁﬁﬁlzwﬁﬁﬁ%’f¢@$@
18 en® 24 ) pEo o0 Pk 2 B mRNA 2R E I Aal kT R YL - &
‘mie gk Jov H AR ha 4 > PCV2 4o LPCV & % *% MoDCs P 4 # i) | IL-6 ~
IL-8~IL-12p40~TNF-a fo IFN-y 114 3> & #& i8] ) IL-1~1L-10~IFN-0° % PCV2/LPCV
R AFimie gt 2R E 82 LPCV B 4 et fis g é_ffﬁi-%}fé Ais s 2
46 % 5 £ R 4w IL-8 ~ IL-12p40 ihA i B 8 > m TNF-a B 8 % B384 $r
Fl4 5 B9 5 #1 F e IFN-y & PCV2 4o LPCV ¥ JHgt 4 hd B E fofismir
ENRIE L aREFALR )I‘ T PCV2 = LPCV % p B 4 MoDCs P+ # & % 7]
3% % IFN-y e 4 > 2 PCV2/LPCV £ ¢ & % MoDCs ** % 8 % pFiri& Bl 5] % ik
B e [FN-y o

IL-6 %227 A2 M2 BEIAPNELEF B ALIBLEF R 2 IL-6 € T
Wt b G B0 0 R AR S a0 AR ARF &Y § T B
T mrpend £ X RHE A RFAE > A BRIL-6 s S o T § FREAE L
EFRFA S PMLER o~ B R }?54)34‘3}?53‘”?%|L(Ass1er et al., 2010;
Johnson et al., 2012) » AF 7 &+ g %4 2 mRNA g B> % R IL-6 % % 8 5 &
% A § o [L-8 &~ fdim¥e 4§ it F]+ (Chemotactic factor) » it 53 “3'»31‘3%’ ¢k S F%’
PR E e B TR RIR LN TR BS L EE R AT FRIL-S e
mRNA HRES L EF Halods 7o 2 X PR AEFLRERE ° 7 4
FoArgleng 4 4 8 IL-10 cha g Mg > AR A 7 AR PID] IL-10 39 F i
oo AR A SE 6512 ] PFRF 0§ PCV2 3 enie s & mRNA ¥ &P 7
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B AMEDIL-10 > 28 m PCV2 &R & /EF § LA S - 5§ § F R
N 4»_9_35‘« FRT D IL-12 A5 HA XML AR wie L FenE BN Ha &k
M LAV E A 2 Bk R e o IL-12 2. Thl £ F B P a4t it
* him 2 gk (Gee et al., 2009; Judson et al., 2012) » &4 73 ¢ > IL-12 {o3F § m¥e
Feh A AP F 0IL-12 &5 0 mRNA & RE>T L B Ry &
BMEAR AR FORpPUrBREIR 2 RE DAL » Flot 7 i IL-12 34
w434 o mF PCV2 5 hcnew 2 MES v LPCV 2% o TNF-0 4~ f&
PR G > B RG2S EEE > BEEF OSSR AW PR
BB G HERmE o A MDY m R ST > P thins 0 TNF-a 1 &
Mg E e k=~ LR R ‘“ S F AEAAREEY > A AT 4 3 mRNA
Fod—d B % #PIF] TNF-a 94 R > & mRNA G2 RFAEF PCV2 5 iy
TNF-a th3 RE RS Z) > £ bR 4 2 4 TNF-a 30 Fend M- Biid o
BRAREREDE 4563 ﬁf‘ﬁ i ifrﬁ%&#ﬁ”d.ﬁf_ﬁ BEA2 > F AL LPCVE %
g TNF-o 3¢ F 4 RE #F - IFN-a S + 3% > @ IFN-o 0z =
Tr A Fps bR PEFhmey P R T BEARLEY GALIE Rl
R ARF RS HRR Y (8- HRAR ARELIEAFL > Rpd g R
fre { F A R D) E KA e st o A7 P P IFN-o 9 mRNA F A% & f e
A5 M e dee B AP ARKRPIT] 0 d 3 IFN-a ¥ ér.r)ﬁaijg\; 2% 24 ) PRI T B
BUAM o T EREF PR D bR 0 7S 4 (Chen et al., 2007) > @ R iES R F R
fsend 48 | R dpic w12 % ‘}%h’?’z Jopl A~ F % ¢® IFN-o a5 (3 1 g
BB S E S BN S A FEENIFNy B R A RS W F
# 4 MHC I v MHC Il s i > 38 T w?e {o B e o v 5 B 55 p SRS mie K
BEM s AL ELCEP B me > ¥ IFNy S i dim e 2 mie 4 B3 T #~
mPe R 2 A Rlmiegcd o VA LA e m, %j@m’?é NFUR ZOF R 0 K AYIR

Fd R BEE T ARE £ & 0T (Georgeetal, 2012)

J%_Huang & A Q0117 73 & Foia 4 B4 BRpA v R E v 77 ool
4 & (Humoral immunity)fe’m?s 4 ¢ 7 (Cell-mediated immunity) 4 s % 4L = £ e

Fok Rt o TR Y DR PR R fﬁl]ﬁi—a— ¢ febutd R A T IRpE
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LR e 3 {*ﬁﬁngfé«’f’a‘i it Higpps 23 FEEamie LR ¢ 3
IFN-y 4 i % ~ % J 78 i 0t 2 3 BADR = % ¥ fofH i pop + g 4 5
Moo @ § PCV2 i3 tep¥ > LPCV #734 3Pl 12 AL A4 frlm % 14 4L 0 3P0 B e k>

Bk B2k ¢ {ofii (Neutralizing antibody) # % B SR RlhS %5 X 3B

B BA B NI e w B enk o § LPC A WL P2 ER i

S

B F P> B 7] wild-type hFE A ¢ 3 ALEAOF R E HE Lk R TR R
Ak e ¥ AHIE AR 4 PCV2 #75142 0 CD4" ~ CD8 v CD4'CD8 " # = Tk # chipt > 4 &,
vk % J < Al (helper)T fw ¥z foa 4| (cytotoxic)T fw 4L Ap ¥ e o

PCV2 % % ik £ § B a4 hA & BAR % (imDCs)/gd % & i*
* (endocytosis) & ¥k > I P & B HAF A ke FALF imDCs 44k 1 4 # % fhpo @ AUp

25+ LPC # % 14> LPCV % 3 4 & 3 $ 8 2§ £ ¢ 3% & PCV2 e imDCs» % PCV2
FeLPCV R A3 G A PRIl BEc- i ¢ A L F & » 7 2% mRNA
FIEAE W E enIl-1~ IL-6 ~ IL-8 4o TNF-a. > 12 % & F & ] (7% 0 1L-10
'friirffiai # i e IFN-o g 4 5 3y “”5" iR A Berdbg > ¥ oh [L-8 ~ IL-12p40 v
IFN-y 36 § R =+ 3 B chd B RIT] - B2 mRNA £ 228 7 0 oo

# o e 4rit F s imDCs ek 714 o ¢ &£ 3| PCV2 eh. %8 e o @ LPCV
RN RUEFEMOLER }T&T‘usb NP ENE R LR S LR e W A
ek W oA R EABR R G 0 Bk X MR PPFE PCV2 0T AR S 3
Ao REFL AR HE LR RM N BFEANRI B OY RSN 0 Rhme
ok otid S i L L E e WA A B Liwre i A POV2 304 2 B £ 40 %

g o GE R ORAII R R LR LSRR RiRdiLg £ 374 PCV2 F
F e W reA T i F]E o

Wy Ed AP ALEF @#ﬁi'}%ﬁ?}}h{ﬁi}é%@ﬁ#ﬂ?&@?iag@ R o R
DA e AR AL s ek R o d (34T Tl R AR ot AL B
Foo TS T BT B R R 2 T S o hipAREARY o MR
¥R - BEFIRALIRZ IS RABF R > R AMTTHERF R L

{8 » PCV2 -0 B 434 % % #icfe LPCV £ R 2 59 imDCs & » 3= FFE 0 i5fe

PCV2 #7134 $ e INF-a 2.3 & 5 B 7 { 18- H e 2273 ¢ ' PCV2 # LPCV
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BT R LR KRBT B R LR ST R IR iR
Huang % 4 (2011, 2014)e%= 5 » dipl 2 ¥ it 5 ¢ fofufa & ;mr%ﬂ.w_#w e
B U S MR R F]0 § btk w FT 7 4 8 IR LPCV 3t PKIS shdi i R

IFN-y 4 L8 2 4 f4aM 14 @ IFN-y * 3 LPCV 4f #lch 2} & B 132 e HRak
L% 3|(Grahan et al., 2012)> Suradhat % 4 (2007)%7 3 a‘ﬁ I IFN-y ch& E e 5
AR RS R AR L DAL FIM 4R LPC R W ok R Menite R
AP i B AP A PR A e RPIF B ARENIFNy » § £ & DB ose R 4
FRRAG FehES flge % SRA DR e REF LR IFE 0 B ALE
g B ARRE N AL R SRR o FI Ay AL
BAB(TeOAp B AT L &AL 4 B0 - B PCV2 B LPC A v o d el A 418 s o
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