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Genetic variation and evolution of porcine

reproductive and respiratory syndrome virus
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Abstract: Porcine reproductive and respiratory syndrome virus (PRRSV) is the most important pathogen that
severely impacts swine industry worldwide, which causes reproductive failure in sows and respiratory disease in
growing pigs. PRRSV is divided into genotype 1 and genotype 2, with characteristics of easy variation and
evolution as well as diversified strains and pathogenicity differences. The genetic variation of PRRSV genome is

mainly distributed in its nonstructural protein 2-coding region and structural protein genes ORF5 and ORF3. The
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recombination among different strains is one of the major mechanisms contributing to the variation and evolution

and emergence of novel strain of PRRSV, and meanwhile innate and adaptive immunity of pigs play important roles

in accelerating its variation and evolution. A better understanding of the nature and mechanism associated with the

variation and evolution of PRRSV will be helpful for prevention and control of its transmission and prevalence.
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¥ B 50 25 A B B (porcine reproductive
and respiratory syndrome virus, PRRSV) & — i ' &
SO IR FAE BRI, B N BT
ISR 22 AAIE (porcine reproductive and respiratory syndrome,
PRRS), EREMFR B H 7, LABRRE S5 G
AAE R I WP TE 50 R, SR TR AR TP I B
K&FFK . PRRSV BIHILFIATIZS Ot 30 4F,
SRTITAE 4= BRI ] N ATS AR AT S B 2 ), R i A
SEFEWRIA. HAET, BRMORFIL., #rva==. Hit550
HUE X T RERG M4, PRRSV 7E V7 % B 5 Flith X
SEHTTERAT, FRE TR FEIRR 2

PRRSV & —Fff £ ERE . K/NN 60~65 nm (]
A IEMEM RNA i de ', B R (K18 30 5 1,
PURGHE . 12T IHK T EXWi % H (Nidovirales)
(1 3l Bk % 9% 2% B (Arteriviridae) ¥ 3h ik & 0 35 &
(Arterivirus), 5 [7 J& i 20 (11 5 2 Jik % 99 % (equine
arteritis virus, EAV). /N 5, 3L & Bt & 6 4 = i O 7
(lactate dehydrogenase elevating virus, LDV) A1 J#
I #4455 7 (simian hemorrhagic fever virus, SHFV) H.
AAHAR TS SR Ee k7 R/ SRR S5 L S
il 7 UM R R TA g, [F] I HA — 2oL [m] ) A
Yqte . PRRSV BT 2 AR 7 5 8 bk 2 #F
P, R 2 1 B0 M BRI AT T B IR B AN I B
M B2 28 99 1) JR 8 A R R P AT . TR,
PRRSV [ £ 8: 48 57t 55 8 A6 il 57 48 A4 7 v B 4%
PRRS Firif il i) EOR Pk, AR 7t 5 4k J FLAH ¢
I3 TR O AT RE R B Z R R R . A
H %38 PRRSV 1748 57 5 15 A0 e DL R AH 96 43 1L
I 5T 77 TR 2

1 PRRSVHEIRSH1k

PRRSV - 20 42 80 FARAFN 90 M 2k
TAT TACSE AW, H I B[R] AR 3 A 5]
P50 PR I DR SR IR 23 AHARL,  AE R ) R Y R P
Lelystad virus (LV) 5 1k € () J5i 1 3 £k VR-2332 1)
BERHAFE NI 22 e, Ho A R DRI A AR A R 294X
H 60%, H.[F]—HE LR8P AN 5L B 254k 1] (19 4% 1 1R [

PP 50%~80%"* ", A, PIASBERRAIBTE
M F RS MY, B, M4k B pTE
PRRSV F#Rt ST LV Bf VR-2332, #rks PRRSV
2 NS FE K B (genotype), BN T LV HE
FRABED 12 (type 1), EFKT VR-2332 [k A
LR 2 8 (type 2). | BUERbR FZE0AT TR0, J63E
A | BBERRAT, 2 BBHRI E ZRAT T
JESEAEM .

PRRSV [{HECYE (origin) FH A3 K Y 2 4k 1) 4
& (divergence) 5| 25 2 AT SGVE . (Bl i 1L 775 2
WA AL, PRRSV & TE 1985 4E 2 i L &
LR O E N 36 B RN S O B, T O ) K TR A
T d LR T R HE IR 20 (4 80 4R AR AR U,
2003 4, Plagemann'™ 2 7 — oAb, AN
PRRSV A] g KI5 1 — i 1 B8 IR G mh 14 25 37 )
(1125 LDV Bk K 5 8%, B J5 20 95 0 [A] 5F [ ok L
%, BRI 5] NK PRRSV [F3H 26 5% 5 M BRI AL
TS, SRS EEAE PR AN R (0 B A B ST
R 70 5, fea s K m st 4 X3k . SR,
N o kS I 3] () PRRSV FH A RS 3 3E BRI X —
Bk, DN BK B B 1 PRRSV 751 0] ¥ 5%
ANy B AL T 1 AR 2 B PRRSV 43 32 9 1 & i ) 9
B, PEOREPRE PR TR T RE A R E X IR R
(A0 TR . MIRAT WA = 548 K&, M4 PRRSV
(o AL R JE S8 R A T 1 B IR B R 2 AT A Pl
A5t R W 5 PRRSV [R50 4k, Ho— A 9
RUBE R I 0 A R AR I (R FEA,  SURAE B IR KCHIT
TR R 2 AR R AL TR e, AT 20 A B[]
N 19721988 4 B s JL A s B kL T
PEIERR AT, A AAERG . b3 P KRt b ST i
AR B 1) J5 72 R — B BAAE 4k G B 1B 2k, AT
PRRSV 71 55 & Pk 10 ¢ 1T 3 [A] #H 4G (the most recent
common ancestor, MRCA) k 4 1% £ T+ 1880 4F ',
DB FOR T HESR B 1 AL PRRSV 1) MRCA
N 1946—1967 4, 1fij 2 [ 2 ! PRRSV ) MRCA y
19771981 4F ), IXAYSCHE T WAL PRRSV ##k
A S5 53 A R AN b 58 5 S KB Sk s AL B
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M A WRAREMMORETHAEURT. E+24F
K, PRRSV # Ak 2 FEIESE 2 2R T, Brag
JEHANTT, HAR S FE A R B LN ROk

2 PRRSVHIERALZEWELT R

FEPR 1 AURD 2 4 PRRSV ) PR 21 45+ e A —
F SR B b R DR B X SR AR AR S T Ab,
PRRSV B:HHBAT Z AR, g 1 Bbg 2
RIFERR I JE DR 20 2 ok, BRI 2 e 70,
2.1 EFEELEN

PRRSV KA A7 15 Br. I IE8E RNA,
2K 4 15 kb, 57 Uiy Al A ME 25 A F 3R g A X
(untranslated region, UTR), 3’ ¥f; 5 UTR I poly(A)
Fo a2 D& H 10 AN JF R BEHE (open
reading frame, ORF)™>**, A\ 57 3 3| 37 ¥ 4K ¥k Ny
ORFla. ORFlb., ORF2a, ORF2b il ORFs3~7, Ll
JOHT I RN ORFSa™ ., 7 136 K 41 57 f¢ Al i 1)
95" UTR, HAZH BRI HIAE 7] — J D5 32 55 #k (7] AH
XFARSF, HJE A ORFla fil ORF1b, %43 (5 5%
BHEAEKM3/4, wmiGmEEEEEZREEN
ppla fil pplab, B2 H BV NZ /D 14 MR EN
(nonstructural protein, Nsp)®*'. ORF2a. ORF2b Al
ORFs3~7 3[R 1/4, Z i 2H B 75 001 10 45
#J 85 [ (structural protein), H * ORF2a. ORF2b.
ORF3 F1 ORF4 4y 5l 4% 15 995 25 1) Ik 22 45 ¥ & 1
GP2a. E. GP3 #1 GP4, ORF5. ORF6 1 ORF7 4}
) 4 R0 993 5 1) 2 L 45 ) B (1 GPS. MR NPT,
Y 5 75 45 A4 B (1 (1) ORF AHXT /N, 2 A 4R 1
ORF Z [MIH A ES, EAlEd#E—HEXTHE
[X12H mRNAS 1] & i
22 EHFLETR
2.2.1 5 UTR53' UTR

R 1M 5 R 2 # PRRSV () 5" UTR % 57
K, BRI 50%, H 1 REk S
UTR £ 221~223 nt, 1fj 2 F4EEHA 189 nt 5% 190 nt.
KZ B2 R 5 UTR AEX AR ST, AE A 556
R EEE, DHEREREOR. 1528
PR 5 UTR [T 3" i 1) 40 MZ R 741 s JE IR 5T
Hrif 5 —A 8-11-9 MR FIZHRIT Y. 1Ak, 7
& 14 9 nt )& CACCC 7 4 i 47 7 3L 5,
HINREMAEATE R, "TRETE % PRRSV 1 & i
KT RNA 55 A FAH B 5 A 2R Y,
P EE AR 3" UTR AR R B 2 7, B HERF
PEE R LALN 59%, 2 BLEEFRP) 3" UTR J7 41 L 1

K, HAMNE R — S8R 3 UTR fF17EH
FEA R B R P,
222 AESEMEAREIX

ORFla fil ORF1b 4 PRRSV [ &5 ¥ & (A %
B X, e 1 RURIZE N 2 BUEERRIA) )22 IR K, #%
HER R H FEJRTEZ N 60%., Hirb, ORFla &R HH
AR S B K 1) ORF, 78 S5 32 BLAE o T Nspl i
Nsp2 gm t% [X, J& & 76 % 2L 25 bk (8] /0 5] 98 P 4N
32%, #& PRRSV 3 [K 41 /748 5 fr KX 8 0, [
—FE DR ()R [ BBk 2 18] Nsp2 sy [X 2 5 8k
Nsp2 j& PRRSV g KA B, Hguhd X 14
SRR RAT S, IEAFTEAS R B 1 B 2 2k Bl d
N, SEEA SRS ER TN, Rk, Nsp2
Yt X /£ PRRSV (/)78 S 15 Y8 Ak, o 3 e 4 B 22 (1) A
o, AT LUME 2 T I AT 0 S 0F 50 R0 S 0BT Bk B
¥R JEA . 5 ORFla ALk, ORF1b [ 55 1 AH X
BEn, FERE Nsp9 4 i X 1 AR <5 M e e, (H Y
Mk Nspl2 75 2 F AR H K, HAED S B XA

NESE O
{H7E -

223 SiMEAgwRIGIX

PRRSV 414 25 [ 4 B [X (1) 4% 1 B2 1 51 76 9 2
BRI 22 FROK, gl AR ER FVREN T
55%~79%"", LR 1 Y3 bk A] 1028 S RERE B BN T
FER 2 Y, fEFEDR 1 A 2 REEpk(A], ORF2(2a Al
2b) AR RIS A 65% e 47, [F) 2825 1k 1) A ki
BONPRSFE . H ORF3 4ihd[#) GP3 7& PRRSV F#k[A]
R ENEAZ —, HiESFEIERN FFEEE
3 7 B bR (AR 54%~60%, i .2 $0% F R A 1E
N Rufi, N v 7E (08 3 A0 AT w2 878 7K 1 2 2 P At
HopksE M, SRR 1 B MR LV AL, SRR 2 AL
Pk GP3 () C s/ 12 Mo FEFR R L. K2R 1 Y0 2
RIAT GP3 LR 48 St # ik Y. ORF3 544
fih GP4 [f) ORF4 [A] & [X (GP4 1) N i ) H —#i/K
fr e Ae X B9, 1 B kK LV GP4 i — X & H
—ANHE P AR s, FE A 9 AN EUEE TR A BRI 2
J¥ (aa59-67) A& 1% HH RIS S B A% 0o, 5] 3 B
GP4 FiJi R A s 1,

ORF5 fEE[H 1 B 5 LR 2 B EE PR IA) 22 AR,
b5 1) GPS 1) 2 FE 1R 7 A AH LA N 52%~55% . [F]
BT, ORFS AR BR KA, HSEERTI
AL R 88%~99% 2 18] ¥, H A GP5 ZILER b K
IR NI SRR Y. [ R bR IR) GPS HE SRR
P P48 S AL T AR A 5 KT 510 A DX 3 P o A
X4 (aa26-39), GP5 N I 7E FIHE S A A7 s 7E AN [F]
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kA A 25, Fk, ORFS 3240 #1 PRRSV
A S S AL Y B L R

FLDR 1 BURN 2 BUEERR (] ORF6 B NARSF, 4
T M 2 & LR 9 VR 78%~81%, [F]
RUEERR A A PRI KT 96%, M AR R4S S M 2 5T
BEGUATT DL T X 4y B s bk . R 1 B0 2 AU
PRIAIE) ORF7 ZE 80K, HAX T IR 7 1 S H gmhg N
B HE T SR 1 [FUR 14 430 R 63% FH 59%, Kk
R 1 Rk N E AN ug il C oA A 2 R 4
1 [X (STAPM 1 SQGAS)™ . WFst k], A&k
1N E AR NPURMEZE R, BEAILFER,
WA % BRI R AL, 1 DL SR R PR EAT X
oy B, SR, [FIZLEERRIE]K ORF7 4E% ff5F, 14
BEPRIA] N & B2 5L 7 5 A A Y 94%~99%, 2
RIFEREIE] N 96%~100%.

3 HEIEPRRSVHZTR5E

JEH 1 A PRRSV AT TRRM . 20 4D 90
FARY], BRI ST R R EE
JEEL far =, POYEA S I E K AR S A2
Lelystad #f 78 AT 43 B 10 LV #k e B2 R B2, 4%
MM, J5 oK R BRI b IX (1) — LE 35 Ak B2 58 70 23 I [R] A
T LV, (HIEBECRFART LV, $REEH 18
PRRSV 7ERR B 5 K 1 5t O AAFAE TR RE

FLHI IR 550 A 1 B PRRSV (19738 F 45/ 1,
ifi 2 74 PRRSV 45 53 A %t 5 K U0, {H 5 ok 1 43
FRATH AR, 1 BSHRER S ZHEEEA
WF 2 sk, HEAWHEAHISEE, RS
PRI E AR B R RIORT 78 R 1 7Y 25 #k
1A S SRR A A, A TP S, 3
N NI U ER AV &R T N i)
BEMR AR S A Z A TE R, L ORFS A ORF7
-S4 AR T A RN 18.2% A1 12.0%, =T PHER bk
(11.9% F1 5.8%). Hit, H¥EHINA 15 PRRSV &
et BT ARERR, HAFLE I R R, KT R
A9 S SR A I PR ) 1 B0, 2010 4, Shi & T
GenBank U3 {152 % ORFS T4 %d, RE0H T
FE[A 1 A PRRSV LA G R, ¥ 1 BEERR S
A 3 AN (subtype 1. 1. TI). MEAY T 4345 T BRI
R 2 B 5K, Harie—0 k15 12 /M5 3 (clade
A~L) s WAY I = EHAT TR Wiy 7.0 58 A1 3 4k
YU s WA AT T P, 2010 42 H I AR
WK 350w M PRRSV Lena #E &Il 43 1)1 7 A ©1,

BRI LA, S 20 gk 19 g 150,

% [ 17 R o [ OO S sz A JE TR 1 B PRRSV B
PRIGIRG AT, HAERGRAEM T AR EZ A
[l A6 23 3. 2004 4, Ropp % ) 75 36 [ 4 2 5
KRN Erk, KA S LV kKR EME A
95.3%, HEWEAMAELMWEARIBIX S LV
F) B TR AL PE A T 90.1%~100%, {H H: Nsp2 %
MSIX A 51 AMFgEEE G, R LV e AL E
J& G I AT AN I [R) 1) A8 S A AL, T AU
(LRI A R AR TR AR S o A R AR [ ) —
FEPR 1 B AR SR E BRI 1 R E R 0 Uk B TS 9% v
IREEIT, W] RESRUE T Wi B v Ak 1) R AR Bl 5] sk
R GG AN T

4 HEE2ZPRRSVHILER 5EMK

FE[A 2 A PRRSV B eiiAT THL3E, ZEniT
T R) 4 15 2 10 B R 2 5 R B FE Ak VR-2332 = (R
P U RIS, BT R AR S S A T AR T AR
%453, 2K VR-2332 iE A H R ALEM A RAT &
PR, 28T VR-2332 FRERE 2 1 )iz A,
1R Z B k5 VR-2332 B A % V) 38 4£ 8 4k 5% R
2010 4F, Shi 25 ) JET ORF5 3£ [ /5 51 {35 4k 447,
H IR 2 A PRRSV 40 9 AN & (linage), G5 S
ARBTG5 SR 4 AR B AE X 8 s AL 43
L HRARRE R 2 (A D 10% LA AL AL PR S .
IMERFHE 7T NS AILERgR, HMAEHMER 3
A4y A AE T E K. BL VR-2332 AR 2 1) - 44
TATERRE TR 5. 1996 4EREE, 7EEE K1k
M IF 45 2 % ™ B PRRS,  H KW 5% 47
PRRSV JE W 4R, S BIHFEHkE T3 R 8
o, Hsfemibx RERERELET. HAR 1
PIEER R 0k BN Kb e, AL T R ke
PEAR (root) MIAL &, AN LK 2 B PRRSV 1R
ARl BERRIE T INEE k. 2001 4K, SEE B JRk
4B £ /7 PRRSV 45 5 bk MN184 A, B #1 C,
HIE DR A RFAE A2 Nsp2 fF4E 131 D2 FE R AN 4L
e, BB 111+1+19, XM T VR-2332 3:H
A7 B 4> A aa324-434., aad86 il aa505-523 ¥,
MNI184 #tkjE Tk & 1, k#E3EE S mE R a1
W R G RS IE DL, AR A T REIR T InE K,
2012 4F Brockmeier 25 U 4§ 3E ) 73 B T+ 2008 4 )
=7 15k NADC30, H Nsp2 fA7E 111+1+19 §ik
FAL R, B IERR AL E 7 ) aa323-433, aadll
1 aa533-551, HyE b5 MN184 % P M %, i R
6~9 MIEEHR AL T — KB 3 b, i 20 40 90 4
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A3 2 R AT B R — A B AR AL ok, 3
g & 6 M T LB, RERER 8 M9, R
(sublineage)5.1 A1 8.9 JyiliRE I % 11 73 bk A HAH K 7
PRIGPIAS KR, QIR AERIFbR, sk, 85
IR SR TR LA S AR IS BERA o

B J% E AN ZE R4k, Pt 32 B DAEE ] 2 Y
PRRSV AT A E, B E KA. b3 REpk
(7 AN RS A LA B pk, fERGEK
AL B e I AT IE B R T B — SN S TR L
A LETRER SR BT VR-2332 IR 5
Bk A, HETEDA 8 AL LU E 547
FERX K. R 3 WBMRAAAE T E KRG, &
MEME, R 4T HA 78 RVFEHREEE
WER, HMNEEREAD TR R 7 i
8 A9 g — L FORAER, PRI TRE.
5 8.7 s E 2006 LI T PRRS #E 15K 5 & )
= ORI PRRSV bk, WAL KR RRE, EIET
J& T & 8 1 R E.

5 FKEPRRSVHTES5EW

5.1 HE2RIFF

HL[H 2 B PRRSV & R (1 = ZRAT # k. &
[5 PRRS ¥ 1 i 74 & T 20 t4d 90 aEARH 1Y, B
FALERBRI . 1996 4F, FERFEET" AEILHX
R T 6 L4y 5 B3 E 5 — AN LR 2 B
PRRSV ##k CH-1a. CH-la [{j4 5K 4 551 5% H
) VR-2332 2 545K, Shi & % ({3 Ab 55 R 0Hrks
FE TR 2 MERMIER 8, WAHBE IR &
N 1% B AR VR T A6 38 08 A 3R A - 3 Ak 0 7 PR
1997 4, # I % " 4y B 3 55 — PRRSV #
BJ-4, 5 VR-2332 mFERJE, & Tk R 5.1, 2R
ZEEARE BT 5 LR B DG ik 151 5 B b
FfE N 2004 4, Gao 2 PV HRIE (1 4 5 I kb
X I8 G 4 3 A DR < 3 4% 3 11 2 ¥k PRRSV[HB-
1(sh)/ 2002 F1 HB-2(sh)/ 2002] ¥ it L b K R 5
CH-la 4% V), F£WIEH CH-la ALk, H
HB-2(sh)/2002 & 1 X i 18 1) 55 K 4 3 2R B2k 1)
PRRSV ##k, H Nsp2 2 12 Na( g, GP3 6t
KU, b5 I8 AL A Hr R 8, HB-
1(sh)/2002 2 3% [H 5 ] # #k CH-1a 82K CH-1a [r] 5
S0 1 7 M A ok e 2 e ) Ak

2006 FFHIE, FE HIFRAT = EUR T PRRSV
(highly pathogenic PRRSV, HP-PRRSV), & % % LA
R TR RN R AU T DL R AT R R T B

FEFERG AR, i es RE TG T BERA B
125 . HP-PRRSV 3 [K 20 73 T ¢ fiE 9 Nsp2 AN i 4k
R 30 NEIERR, BRALE 38 aad81. aa531-
5617 HP-PRRSV B At i 34 Py 3 ] 14 %4
TATEHE T, FEB B AILE R P £%R
4 51 TR 5 R EEAE JE A OC & 4 A K W], HP-
PRRSV & CH-la f[RE MR 94.9%~95.4%, L HB-
1(sh)/2002 ) [&] J5 7 4 96.7%~97.2%, 5 GenBank
W e rh 2004 4 5r B # Bk NB/04 1) [F] U5 M
97.6%~98.2% ( 1% TF £k ] Nsp2 [¥] aad81 B2 ), M
1M HERT HP-PRRSV /& HH F A BE MR 22 [ 3 PR 40 1) A% S
FZ AR B AR A i ok U

AR, FREHH 2 A PRRSV {48 5 551k
LA SR Z A B 2 0. BT AR,
Nsp2 1 ORF5 B P51 () 504, REFHRAAAE 2
(A% 5 RN BE bR 2 BEIE, T 408 3~4 NI RE 75,
HAl, FREFRF 2 M PRRSV 48 7 5L H R 2
DU AN SR 2 FEVE IR g, BRI B A AR
R N S SR R I vk LA R A R H I
IR R W v, R I A2 Nisp2 g i [X AN R F2 B )
Bk B2 REAL BN, BAR, RS IRE RIS R e
3 [0 A W) 22 4 1 it 3 B PRRSV (46 3%, 6% 51
RG] N BEFPRE G B2 BERAE IS A I AE AR 3R, DA
J AN T R i) b K 9 ] 3t 3 5 PRRSV 80 17 % i
HYIM K. IR 4 2K NADC30 ()58 # #k
ERERAT, SIEADES R, BOVIARAT
MRz — 5 B BRI AR R A 755 3 E =R
Bk NADC30 /&1 FE [R5, 17 H I Nsp2 465 [X A7 71
FEA AR s B, B W, EE R HE
A& NIy 7 — s i TR A T K
52 EFE1ESHk

2011 4, Chen % " 438 7 2tk 4 3l 4 & T
2006 4= F1 2009 4 1) A K 1 B! 2 & (BJEUO6-1 FH
NMEU09-1) & ZL K24 751, X2/ L&A
1 R 73 BS BRI HROE . A AW 5 R B, BIEU06-1
I NMEU09-1 5 2007 4F 1 [F & #5435 20k HKEU16
f 3 A5 Ak e R, HLI1E Nsp2 4 i [X LA K
ORF3 #11 ORF4 H & [X N {7 fE 2 LRk 2, H B2k
15 P2 B bk 21191 AHAL. BT 36 () SCHR i 18 A
2 [ 1 TR M I PR A A v 4y B B 4 BR R 1 AL R
e, HERERAZERT YIS LV B RJEEN T
87.4%~90.7%, 7% 5 [X 4k = F4E T Nsp2. ORF3
H1ORF4, HAFAEAN S HIBRIE S 2 sleddi N ) R,
IRA 5B SeyF LR 1 B PRRSV 78 0 5% B () J2k
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G I 3 BRI R MG AR, I HL A e 55 8 A DA S
FRE BT .

6 PRRSVZRE5EFEWRIDFHLE

PRRSV & R4 %, k2 FE, HiE Ry
AE/E T H RNA JiEEH R BRI B2 4h,
i % PRRSV A8 53 5 38 Ak I ML 3R 5 K2 993 55 4 b R
BREA, —ufE R TR A R 5L
R EEE(EH . [FHAh RNA 7 & —Ff, PRRSV
) RNA & %6 4 RNA % 4 i (RNA-dependent RNA
polymerase, RARP) = 3'-5' #Z1IEINRE, 53 PRRSV
BEPRZH ST 55 1 A, NI P AR AR R v R R AR
. [Ft, PRRSV £ & il 1l B2 o AN w] g A 7= A2 R
TR, A, 15 AN — S EE R AT RE A B TR
mH AR, Hoh—Sen] B A 3 S RSO R
FEATL AR 2 L PR 2R P
6.1 FREEM

BT RNA Jji 25 5 Hil B CR B, fE = it
it AN BT B G AR R 77 A AR (1) AR S B A, T S
IR 2 /5 P 5 R HHE Rl (quasispecies).  FH T H AR IE
MR, RERARRIEEN M RBFLUER, N
TS B & 1 fk. O MBE AR, PRRSV A
AREFBLS P, XA RE A L AR AR R RTE AL ML
iz —. BRIfT, 24 M0 4 NG IR BIE 4 SCRFHE R
#& PRRSV AL AT 4 % . MK H % — PRRSV #
TR R — R B A S A 306 43 R S R IR L 1) A PRRSV
DL A 77 3038 S (R A 2 U ANTE 2. B SR I
LR i e Mk AR 3 18 () B — ORFS 3[R v B ()30 43
ridow, TERFIEPEMI RN R R AL, 7 SRR
A SR IR & e L R R 2 5, R B PRRSV
(1) 22 A I A 3 e B 39 1 S 28 1) B 1P Jg 43¢ 1 4
Fri P2 [FIRE, Sk B AN SR T 14T BR B th A
BEFL AR S e P AR S R M DS AR5 A P
6.2 =i

BRI TR, JEK 2 B PRRSV A 7E 44 4
B ARG R RABRE KBRS E RS, H
EASRE R, HEE AR 1 RAIEE 2 A
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