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Abstract: With the rapid development of the global pig farming industry, the continuous emergence of new viral strains
poses great challenges to pig farming. In recent years, a new circovirus, namely Porcine Circovirus Type 3 (PCV3), has been
identified. PCV3 is the pathogen associated with clinical symptoms such as porcine dermatitis and nephropathy syndrome,
reproductive disorders, congenital tremor in neonatal piglets, cardiac and multisystemic inflammation, as well as porcine
respiratory disease complex. Notably, Healthy pigs can also carry PCV3. The infection rate of PCV3 is relatively high, which
seriously endangers the breeding industry, making it a new focus of scientific research. Therefore, developing effective
strategies to prevent and control PCV3 infection has become a major research priority. This paper aims to elaborate on the
latest research findings on PCV3 in terms of its molecular structure, infection mechanism, pathogenic principles, and
immunological mechanism, thereby laying a foundation for in-depth research on PCV3.
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¥ |8 49 75 (Porcine circovirus, PCV) , J&
W 58, o2 H A FL3h ) h & AT /) I DNA
iEE, A C AR/ R 3 EEHI KR, R
H— 2R L5 DNA . BB H AT, °&
RILPUFHPCV:PCV1.PCV2.PCV3 FIPCV4.

2016 £F , Phan 55 27 3 8 i A A 1) 2% 2k A 41
T R0 225 [RV AH 3R AIE L 7F =3k A AN B Ji AT 7 00 U
2 38 B 20 B TR ORI — Pl B B,
(Replicase , Rep) 14K 7 (Capsid, Cap) &5 1 5
Wit 216 {6 (63 B 2 1) 2 1 90 R 55% 1 35% AH

ks HER: 2025-01-16 {&EIBEA: 2025-11-15

8L, 55 B 5 1 AR 2 BY R (1 2 ok,
%958 B N H1 2000 bp 2H B 1) 2R B LR L R4,
DT BE Je8 R P10 B & , WOr F A e o — Filog B 4
[ 25955 7 PCV3. 2019 42, Arruda 255 3k 5 A
[F]Hb 2L 36 4 PCV3 i BIAE A EAT 20 #ir, 45 R 2
7N PCV3 2 S 87 HE BHERERG O LSS I
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1 TSRS

1.1 SF&H

HBL N 20 FRIG RS, TR
B, 975 B URL G AR 208 12~17 nm, 354 3R
f) BB DNA 4 % . PCV3 ) 3ROIR 36 R 4 3%
1 999~2 001 MZH L , Horh GC & &= 44 50%,
2 /b A = A JF 8B 32 HE (Opening reading
frame, ORF) , 4 %] y ORF1.ORF2 fil ORF3.
* ORF1 Zwftit Rep & 1, K/ 297 NG , K2
IR A 891 bpte Rep 25 FAEAARAN AT K% 2 Y
DIVt % P e B 35 M A ATP B VS 1™ . ORF2
B[R i Cap FH , R/NA 214 DNEAKERR , B
K JEH 645 bp, & i B AL 7 I ME— S5 Bt
Cap 5 A 5 8~32 M2 B R 50 B A% i AL %5 1)
FHOG, 2 5] 3 8 ik N A% 1) OB ) e % E A M5
S0, 3 H PCV3 Cap & H B 155 T s W HLAK =
AR S P L RO, o T e R R
F1Y. ORF3 4l i) 25 1 T H Al AR, H 32 22
£ 5 231 A& HE R L R R K R 693 bpt
ORF1 5 ORF2 7E IR 11 5= PR 4 vh J7 1) AH S,
)& — B 2RI GE M) 2RI S5 M A — MR
517 51 (TAGTATTAC) , 3% — 7 41 R 3 2 B il
WS IS AR A

MR 20 25 44 R B, PCV2 A1 PCV3 [A] &
T B AR, AE AT 2 DR 21 [F) Y 3R BRI, 2
N 40%. PCV3 f3E K45 K, £1°4 2 000 bp, 1
PCV2 155 BRI 2H K B DUPAR AR A [ 10 22 R 2R A i A
&) , 8 % 7€ 1 767 bp-1 777 bp Z If] . PCV2
ORF2 £ [K Lk PCV3 K, 2 702-705 bp. H#1E
AR KP R R PR 30% , I 45
17, PCV2 FIPCV3 Z [a] ] Cap F1 Rep £ H 1] 7]
U5 2 3 A 37% A 55%5 . Cap R EE N
PCV3 W) R E LM E A, fE R EERRKTF Bl
PCV1 F1PCV2 [ Cap &5 FH 24% F126% ] [F] 5
RN, T T R 2 5 M) G 2 S 12k o
1.2 BRI
12,1 R 5 P G T 32 41 i 75 2 58
WG B N B 72 A S AN H f 2E — R B AEY)
SR R B RN B8 H e B S AR R TR
DA IX 0 5 A SR Hh & S0 35 (1 52 4

KT PCV3 IR B 32 4, H FH AR K I B¢

W2 B 240 i ) BH A 52 A . (R 9T R B PCV2 d T
Cap 5 457 57 11 5 i 3 20 i 3 10 O R PR & 1%
= FBRIR K 2= B RG4S &, TR
NG E4IHE. {H/2&PCV3 Cap & 45 PCV2 Cap
B EAH LR IRIR OB R 456 25 7 XBBXBX
(B A Bl 1 2 2k 1R, X A o 1 BB K
Ot Rk, 7 EE A — D AR E 5 PCV3
AHES & WP 2R B

1.2.2  #] A Clathrin #= Dynamin-2 /> ¥ A\ &
PCV3 F H M # & 1 (Clathrin) 1 % ) & [ -2
(Dynamin-2) /13 1) P9 F i A2 30F N\ 1 3 4t a7
X — it PR R RS E E MR 2R S, b
J& 383 Clathrin /5 10 N 7+ E FH T BOAL A /NS
FE1E Dynamin-2 I1EH T 56 IRV R , 500
NN . Clathrin SN EEH & —
BT Z A4 T HAZ 20 M b i B N g 4
Dynamin {F y—F GTP li§f , 7£1X — i #2143 &
“RESEY TR AR SRR A TR R LA /NN
JE E 3 ORI 1) . Shi &8 ABFFU R I, &
1 A BERH 1R PCV3 R GY , 1X R B Bk N\ 75
BRI BT, PCV3 155 B B Y 2 v gk N R 4
N & (Early Endosomes, EEs) Al B 3 P {4 (Late
Endosomes, LEs) {H AN #E A\ 31 4% FLA 24 P 44, 3%
5 — B R Clathrin 4 5 IR 25 1 N i A2 A
[E o M50 0 R B PCV3 75 3 N8 5 41 il &
(Porcine kidney cell, PK-15) 41 i 5 #& ¥/ G &
1 Rab5 1 Rab7 & 1 /1) T G A N 7 /N L2 5 3
EEs, 28 Ja it — B 8 2 LEs" . {H &5 5 ks
ey I 25 PN A T 4 A% N RS B AT TR P

Wt
123 Bl  HAETRT PCV3 K55 AL i i 2>

AW A0 Cap £ 1598 55 1 2H 2R FIURE J503% DA
KL, FATTHED Cap & [ /£ PCV3 H L 5E ML o
EREAE

124 R& PCV3 R REMKI T 15 3 40 i)
il 155 5 98 85 5 1, 3 7 DNA | 5 1) 18 7
YR A% h k4T, H PCV3 Cap & FAFER E ML Kk
o EHH. %12 €N 1F 5 (Nucleolar
localization signal, NoLS) FI #% 1= il &5 [ 1
(Nucleophosmin 1, NPM1) &5 & #6812 # #% &
AP, NPMI & A 3= ZEAE AR M A TE A7, IF7E %
525t 2 (8] 34T ZE M2 . Song & Nl it Gy it
U R BRRR S U 20 M 3 B PCV3 IR Y v] 15
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1 KB -2, Dynamin-2
A @ MESE A, Clathrin
A=W 1, NPMI

Carapace

o7\

& 1 PCV3 & s FHARERE (244 B 3K, B Figdraw 2371)
Fig. 1 PCV3 life cycle diagram(Adapted from ref. "*, by Figdraw)

T NPMI1 HAZA [0 0 R 5 %, 4 NPMIL 0T ER
I PCV3 DNA [ & il Al 8 (3% KT B AR
PCV3 [ 5 il & 25 B#AI% , AH S AR IS 338 NPM I
PCV3 (1) 5 il et £53 23 5w . PCV3 IR YL )5,
PK-15 411 i o () NPM 1 M 40 i 4% 5% % 21 41 il S5
o, 5 Cap I NoLS(AA1 ~AA3D AN T
HNJG » FEMAZAZ I 4 L 7 # , Fod NMP1
FiH AA4S [ HL A P TR EAE B G B, PCV3
Cap & H B # & AL ¥ %] (Nuclear Localization
Sequence, NLS) AJ 5 —Fft ATP {6 4 RNA fif Jig
fif (DEAH-box helicase 36, DHX36) fH .45 4, i@
it DHX36 [ K48 72 24k 5 2 DHX36 B#fiF , MM
W A SR EH™) . Rep EAMENEHRE
1l (1 J5 Bl B, D) B R DR 2HL IR 2R A5 0, AN
1M 2 3 PCV3 2 K 41 (1) & i), HH PCV3 Rep &
& IR P RC- T AR 7 2 IR 2 A% I 9 D) Tlg
TE PR TR

T PCV3 Rep £ A H A& RIERALEI H AL
B, B R W PCV2 F1PCV3 Rep &
R R R RIS B AR R 55% , {H CR g vs or
RURPRSFINE2] AT LN PCV3 Rep 8 1 I U4
2% . fEPCV2 BT, B & 58 56 N Si 0 R B
PCV2 Rep & H el 515 355 1 2 5 ADP-A%HE

4 1 1[Poly (ADP-ribose) polymerase 1, PARP1]
A E A R 3k 1 4 3 PCV2 R 41 1 & e
PCV2 Rep £ ) N w15 2 /> 5 TR 52 i AH 5%
PRI IE R, W RC- T (FTLN) . RC- 1T (HLQ)
MIRC- (YxxK) , Horp BB 5L 50 G % R N V)
AP 5 Y xxK 3 7 H K G R P2 2 (Tyr96) IH1 55 %
Wi FH e V) %1 1E 5% DNA B #il#45 [X LB
TR FEA[5-(T/A) AGTATTAC-3'], MM FE ik —
AN H H 1) 3'-OH Kk 1, 3¢ 5 1E 5 DNA A
GG R R R M, G B T E AW
2 AL C uig M) J& ATP g 45 #4358, v LLK fif ATP
K ORZ) DNA [ i e F1% 57227, Jy PCV3 Rep &
H A T T7 1]

125 FBufedife B8R, PCV3 K] 2K
Y S O mRNA, B J BB H Cap BE . ©FF
WAL, PCV3 Cap & H AJ AAEFHIR G 75 K 15
RGP A ERIE, I ae B H 3 U B R RUR
(Virus Like Particles, VLPs)™, iX #& VLPs & 75
HR R R G e SRR DY 5 R AR B A R AR /A
L. Bi 58 N i ¥ R BB R B IR E T
PCV3-VLP 45 #), VLPs /& H1 60 4> Cap & [ 1
AL DA T=1 Z T Ao FRYEZH 361 B, 55 PCV2
VLP 25§ 5B, aX 3R BH PCV3 i B 1) 20 3¢ 2
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—ANHEBIHIT B, A BRI T
WAETE R FERE S5 . KT PCV3 1)t ML 1
R 58 A WY L 3 75 23k — DT I

2 mERRIIE

2.1 laRFE

B T 2 29 2 AR 35 I R 3, PCV3 1 S0
PEAFELE G+, A B 75 R W PCV3 I ] S B &
H1 B 953 25 A5 {iE (Porcine dermatitis and nephrotic
syndrome , PDNS)P! A= B 55 i 2B A1 4% S K 1
FEERD O JIE AN 2 2 G 9% RED R IR 2R G 0
ZEAER . A — LR T 3K BA (g B S A A
PCV3 LI 3, B4 5 & NESE 1) PCV3 [H 1 %
(19.14%) B T 5 (37.95%) 54, £ B PCV3
SR T B A H LI RREIR o PR — e R N R 3
Al e 5 PCV3 B 1 e e FER ML K

B3 W %2 ) B PCV3 I 4L 5 10 3% % kA&
PDNS, X FfE L T, F2 k2 AT 58 (L BR bR
(1525 A8, B 3G KA L. Jiang %5 A
TEBN ) R T 52 1 T B T BBl G PCV3 BY
PCV3 5 4 3% ) 38455 KLH B¢ 4 1 Fi] () PDNS £
I o 45 4 IR AT S e AR PCV3 Ja AT R
IS H A R 56 BREAR , R IR SR T HH I AL Bl K
L BB BB, HE— B R BT S5
SCAE IR T RN R VA I L B T O, £
NIEH K 2~3 £, B BE/K A SEA8 HLR T A £
IR/ IR

PCV3 1] fit H4 S EU A RS , L] 55
s LI 2, R TR IR SR RG 70 B o) |
Tt DA R RERE (152 T 28 1 B L 3 7 e B
/Apba3sael ERE H AT B FLR B PCV3 RS T
VY NI AT WIS N S b T
(A 4 4H 23 sl 2 PCV3 5 i A7 AERT, 3K
R PCV3 YL ] f 3 EUH A AT e RIERE L,
R EATHE S0 DU B4 B A 15 23 1
EE, AN EESEUFRET E AT E 2
R A, & R FLIRAA 2 FHBU™ HI R F IR %
BUHRAET

PCV3 A BE L FELOMEN 2 2248 RE , Phan 55
NIE 7 R AW FEAR, IR R RN IR &
A EE T B ST K PR 2~3 FE AT 9~10 4 % 0
JUL4H i o G I 3] K & PCV3TY, Deng 28 N K

{5 1 43 85 1) PCV3 %5 & ££ SPF A1 4% 152 A4 b 5t
PCV3 B G AT 1 N RAE , YL J5 (1) /N R I H
A E T AR A AR R REIR 5 (] B A 0 3815 B HILUAE
5 IR BE IURE AT DAYE SR G2 5 3 d Rl &)=, 9
TR G 21 dIB B S fE SR =6 T,
PCV3 &L 5 ¥195 85 IMUAE v] LR 223 42 4, &
B PCV3 1E5E R AR N AT BEAE7E K I gL 1) 7 7
AR L IER L . TR T, O il o
JH b B2 55 R S5 8 e B KO | 28 4
2 IRBEAN S5 AR XK PCV3 £
b 22 B B AL AR 5 LR s b A 7k B 45 %
LRSS TTE e g

PCV3 YL il 2 3 BT R R G50 , B4
W% WK T 1 e R I  R] ife SRR L 7 2 AT 2R R
H P PR R S I8 R GV R, Zhai %6 N R Gt
a3 BT R B PCV3 BH 4 26 55 I I i IR 2 1E A
SRLET 1 PAC I R AR U 8 A T Jo A i 28 A g
JE 5, DA B LAt 2 70 (1) M 03 AR 147
2.2 HUEHIIE

PCV3 AT LUBGL R B WE O JUE I i A S
SE GMEEEZANEE R E FEUE O VE
U e Ok R LA A 2R A 4 5 HG S T IR T R %
S FIA AR T2t
22.1 REBMG PCV3BYAEREM N 5] LI %
JEST M2 T ARG, BIE O VE R
Jifs 28 BRI RS . SIS VAT AR
PCV3 B Ger, 5 B & i1l A 28 i 5 AH A R AR,
B ZRE LR 5 PCV3 &Y 2 (8 FIHLH B #T HEA
B, 10 75— D AL

FEFPCV3 1) 6 JA W& 1 e 4 B ) AL AT AR Y
(1720 UL 40 g DA B o0 BIE /0> 20y ik Hp RS mh B A ) )
PCV3 1) & il 1 Gl Ay S5 7 o0 JE 9 A8 350
RLAEEA PR T AR A IR A % Y, o Ah B R
A JULER 3 A BH . PR bR B 2% A4 A2 R 2 23 4 g
P I 6 R R, B IR B N b
B AR A B2 A B S0 KT UL i ke e
HR B PCV3 HL R 8% PCV3 & il , 77 7F [8] 5 14 &
ANER'E 98 AT g FEIES, PCV3 1)
995 B K B W v, AV A B B 2 B R A
AR E KA R A A iR . A e SR E
O S TR b TR 2 A B 98 R , DA K™ B AR B
2 SR 9 R T Jo M 8 B v e I K, 9
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LAV i P R 8 1 A W B R 2 1 4R
R ARSI IR G 0 E B AN i T 2
SIS B I 4 R B AR . i — BT
J2H 388 B 43T, 45 SRR W] PCV3 K G Ji5 5 b B AN
2 T FEAH ZRA DG 1 B 3R AN

Chang 26 AW /X R PCV3 L HELEIE S
D] 7 1308 265 A 7 A R I SO R A 24 ) B 2
A BAE I 51 R — RIS 515 S HOE %5k
BT gk — B B T S ORE RS MLE . PCV3 )
Cap & B A (232 R 4 B 5 7 S &t Rl 7 3%
KB BE ST Tiang 25 N 70 2% B 38 i £y 2 A
PCV3 FR B3 B 25 4 A0 8 JE b HEAT 38 44 79, ik
IhAZ I Rz 98 B R 25 A AR R I PR IR , H HL 2 b
Jei A4 137 P TL-1BIL-6.IL-230. IFN-y. TNF-at
FCCLS %5 2 ik AH G IR F- 7K IR 4 B DY,
X 2 W 26 20 P DR A A TR 7 7E 3 R
EIB . FE AL b, AP AL T PCV3
Cap 1 Rep & 75 544 it B R 40 ffa (3D4/2 1D 4]
HiL Rl F- 7K P AR 4, K BILPCV3 Cap A1 Rep &
fit i 2 1% 5 IFN-B A IFN-y _E i, $) 3 1L-6 A1
TNF-a #J mRNA /K7 & 3 i, iX % B PCV3
Cap M Rep FEH W HE S 5 R B 2 & 4. H
PCV3 Cap Fl Rep & [ 1E 5 F IFN-a 714 H R I
WA R ER 4558, PCV3 Rep E A H 5 L
IFN-a [{ 235 A8 71, 1 PCV3 Cap & 1 U] 7
HFRakb,

PCV3 Cap AMUAT LA Bt R T IR 1A,
wRe BB R EFERIE . PR R,
PCV3 Cap H 3R 1534 0 5898 {2 14 IL-10 () mRNA
AKEHGIN, SR BT RAEH . BRI PCV3 G,
Al @ T Cap 2K H#0E NF-«B B # M ifi £ IL-10
FIKPY, X R B PCV3 Y ] R i 1 1 75 £ R
925 S LSRR AT AL R . Liv &5 Adid it —
ARSI 58 2 B, PCV3 Cap & 4 RIG k52 44
(RLRO {5 5 1% 5 /) RIG-1 fl MDA 5 mRNA %
15 LU K Toll # 524 (Toll-like receptor, TLR) 15 5
& 3 1y B ok B 88 (Myeloid
Differentiation Factor 88, MyD 88)mRNA 1A 2
FMEREA . (HAREM TLRE S5 ST HEH
TIR 3 ¥ 5 5 T #8 2 -B 19 3&E A ¥ (TIR-domain-
containing adaptor-inducing interferon- , TRIF)
mRNA K&, X & PCV3 Cap A] A i# ik RLR I
TLR 18 54% S 305 NF-xB (5 56 &5, g

AR, Z 57T IL-10 RIA P F 2S5 8L
T i ok L -3- 4 PI3K, 5 22 7y 4 R BIE R
¥ (Mitogen-activated protein kinase, MAPK)
F G4y 1 [ 40 L A0 5 2 B U8 (Extracellular
regulated protein kinases, ERK1/2) Fl c-Jun & %
A ity i (c-Jun N-terminal kinase , INK) %552,
222 wmiaAT  ERWIRR G, 4R
Tooe 52 2523 B0, AT G3& A A 5% A4k J7 (58
T3 75 B B 52 NG B T 3 7RG SR e T
7 AR T e AR TR SO 3R . R
5 AR RS S TR AR T B e e
IS T 2 L O T R OB 1 Ty B

il PRI T8 R I WA — B B K
(Heterogeneous nuclear ribonucleoprotein K,
hnRNPK) % [ /& PCV3 Cap 75 = HAEE A, H
£ Cap 8 F155 5 I GRLAR I T b A 4% B 22 41
FTAEH] . BiAE Cap 8 F % G ) 57 & ) 1Y
B, AR % hnRNPK 82 H R kK- 22 TR,
111 7£ i 235 hnRNPK 1) PK-15 48 fiid o, Cap £ 1
73 0 = R R A& AR B B (Cysteine-
aspartic acid protease, Caspase) -3 Caspase-9 £/l
DNA {2 5 i PARP ZLfift /K T~ i 25 A, BRI
K gt C o i B3R,

il PR Wt 98 3% B PCV3 Cap f¢ il i 3 i
Caspase-9 2 52 b AN ST T 1% , 5 F PK-
15 ZH MR T, HALBE 1 Ot Caspase 1) 42 R {4
P T2 B , Caspase-8 & WL B T AZ 4L, I8
Fi R I PCV3 Cap £ [ AE ¥ 40 i J& 1] BE i 72
DNA 4 J§ A AT 40 PK-15 40 P 3G 4, 18 B A
AL T Al E 1, H 5 PCV3 Cap NLS
Fe 8 6 kB (B 2 Ak Hh it 33k PCV3 Cap H2H
HA R 76 AR, PCV3 SERR 26 L 4H i (1) 175 7%
I X 28 T 354 e 0 I i R g s e ik — P
Cralloe

3 GRENIE

3.1 GRRFSREkR

AR FLRY], PCV3 AT DL G LA itk B 40
4100, pCV3 IR YLid v] e 3 BUE IRV EL 45
BRI B 5 55 G A T B UK L 4 B T RE Y R
AE . PCV3 & ¢ 400 H M 4 L B R
(Phytohemagglutinin, PHA) X #b i Ifil 5. #% 41 }o
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(Peripheral blood mononuclear cell, PBMC) H] 1
FAAE R, 5 S50k O 4 o 38 G s /DB, $E R T 48 i
DIRESZ A A B ANk B2 25 rh 3 Asn il 21 PC V3
[ DNA , 73 5l 4 89% 1 60% 5% . iX % B PCV3
AT RERBIR g% R G0, 7= L T I

B 58 % I PCV3 J 7 1) Cap H H 5 cGAS-
MITA i 51 ] MITA (Mediator of IRF3 activation)
SEA AT R 200 B S Ak, AT A5 B ik
TETE T2 1R AR G g, {H A Cap 11 MITA H
ML 75 Z i — P IR AN A

PCV3 [#] Cap £ H Be 82 41 IFN-B /1 F 15k
TN G SN, TS A% 163 . GTP BTG 1k
H H SH3 45 My s 45 & & 5 1(G3BP D il i {2 i
DNA % & AR GMP-AMP & il i (cGAS) i
b RE 38 58 5 K 4 %57, Shen 25 AW 70 R FIL
PCV3 Capiit 5 G3BP1 41 H.AE F , [ I¥r G3BP1
55 cGAS B F , # cGAS IR 1] i 2% DNA Flik
7% STING-TBK1-IRF3 i # , i3k i #1 i IFN-pB 7=
A0, Zhang 55 Nt — P50 K 3L PCV3 Cap &
il RGG 45 #4185 G3BP1 45 & ki cGAS-
STING {5 ‘5 1% 3 , A1 /8 DNA %5 F ¥ IFN- B
mRNA 155 5 TP 18 2 s e 3

Shen 55 NAlF 5038 K B Cap B ik g 5 T4
E N8 F 3 (ISGF3) ¥ B 481 4 IRF9-S2C
e 4 25 A T E RO B oG AR (ISRED |, 410 il
IRF9 44 & ISRE J& 3l 1, AT # #1] ISGF3 %% 5 i
T8 5 BE T AP IFN-B 5 5 ISG /77 £ o b4k Cap
HEHRREE 5% M 5 A 2 (Signal
transducer and activator of transcription 2, STAT2)
2 vt 1) e AU S O S5 M3 (TADD A ELAE
iE— 20 5 B s £ 6 alk fo 8 s A dE— D A
5826 B, STAT1 F1 STAT2 ) 2 ik Al R 1k, LA B2
TFN %% 35 FN B0 T 75 110 pSTAT 1/pSTAT 2 1 577
TR S PCV 3 Cap A TR,
32 RRRE

BARZHOR R AL T Rk g R
SRABPERITIRE , (18 F I RIR g% RG9R K E
FHAR BRI BB ER . WA B 90E = B
AR II8 , BEAR 51U 1 3 B 5 A
IR R KA R B I FEER IR I Mo TE2.2
(B WL 7 & 41 T PCV3 X 73 O0E
A7 B 5 A L ANME 5l X AR .

Jiang &5 N ik [R5 25 A 10 AE G AN 468 6] 7
B iC 45 G VR - 5 BRI Bk 237 , 75 PCV3 [ e
4 J& J5 1) SPF A1 Jifi 8 45 5 Hh 242 A =F 4y 5.
BAR 18 2 400 & E, ARG 100 4 B & A
1240 NHES, EVE S0 BR, X s
FERMKEENEAFESSREERE LR
oL oE B H LA M E A K (Major
histocompatibility complex, MHC)- [ 1 MHC- Il
BT A OB DL R AR IS AR . R IR R
425 1 B IFN FE R A R 7 =4, T 2
IFN 5 % UL [ IFN-a/B 5214 (IFNAR) 25 & 23 J3 3]

G RN, FEEEAISGMRIE. HEA
R AT, FE IR G PCV3 AT G, ATk
FHEIE R HIEE A 15USG15) 2", 5- B Rt iR
AR (OASD . TR B FHIGTIP 4 & EH
(Mx1 F1Mx2) . #2175 5 55 1 44 (IF144) F1 T
MEFEF M =AU ES &EA3AFIT) 4T
EBNBIEN ASG) FIXE A EFH LW, X
KW ISGs £ A 1] REAE BUE 2 R % % R 8t Ukt
PCV3 &k Ge bt SR FH

PCV3 Cap FEH AN FZAEARKZ R
WAk [ A, BT 7 2R BH , PCV3 ) Cap 2R H 514
B B AE AR 75 A S A% E AL E 5 I
A G RT 110 MR . 3 — B 7T
RI A E B B IR iR A 102 A7 SR E3 72
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