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FE: LH Y AR G i B = 35 X b 2 88 3 — Bk 5 37 5 IO 7 78 (MDV) , #y 44 5 MDV GDO6 #k, A T 1
REGWFR T A ¥Rk [ ] PCR §745 GDO6 #k Meq JE PR % % A it 8 52 X (RS) 541, HEAT I 51 4
AT P D) 32 G 8 ¢ 06 B 56 JE AT i 77 2k e 1k ;OB R #  SPE XS RN XS R B £F 4E 41 L (CEF) >k )
GDO6 FE A Py 41 11 18 5 % 1 A 2 GDO6 BRI 80w 1, FH 1 H i SPF X8 AT M ik 5. [45 1 1 GDO6 #k
Jy MDYV ALy T 280955 25, 5056 DR 41 v [ 98 3 2 8 IR P i 189 B 0 75 (REV) 1)K R o 8 5 7 41 (LTR)
Meq 55 DX B & I 24 2 1 45 kg B HE 2 2% 9 B Ak MdS 2 59 D2 R IR, 55 MD Ry il 46 % 1 CVI988 /Rispens FlI
814 PRAHAT, A 59 REARINAFAE o 7E 4P CEF 41/ 96120144 .168.192 h, GDO6 #£ Jij 73 W & 4> 7 4 1.9
x10°.3.9 x10°.6. 1 x10°.6.5 x 10°.5. 8 x 10’ PFU, W] & Lt CVI988 /Rispens (45 T I & 7> 5 A 1.3 x 107,
3.5%x10°.5.0x10°.5.7 x10°.4.7 x 10°PFU) & (P <0.05) ; ¥ Fh SPF %% 21.28 K, GDO6 ¥k 7 ¥4 44 Py 1)
95 54 BE 4> W Sk 740 F1 350 PFU, B & Lk CVI988 /Rispens &k (4 % 4 B 43 Wl 2 460.216 PFU) & (P <
0.05) , 45 JL K W, GDO6 k£ CEF 41l Jilw F1 XS 4k Py B4 Lk CVI988 /Rispens T PR A g fy o N L3 Fp Mg
B R W, GDO6 Kk XS SPF 38 AT BUw M, A5l e difile (4518 1 #5045 R LW, MDV GDO6 ¥ 24 [H 4 &
R B H RS A REV LTR J37 41 () B 41 MDV 55 2 #k

KRR A7 v [ 35, GDO6 #k, LTR 741
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A5 P9 B 5 18 7 M 52 1B 1 18 05 4 AH ) 8 K T 1
g N F] H T A b, A — BB 4 E
#4047 REV LTR J§ BLI MDV BF 3 bk 9K 35 45 %t
MDV Al REV St g 4& 45 [l O8 Jo (9 W1 95 % B, 76 8 48
B AT REV B T a5 MDV 3t g gy /] —
KBS B AERE G HE MDV JE 4], Jf H REV 345
HE MDYV I PR 41 (9 Le g1 v s oK R A R s T
L FH X f B0 66 4 1 4 9 B 4% 45 9 REV B it 8 44
MDV ¥ 7 GX0101, b 5 J& 4 2 3 7 M MD Jif 8 5
WHHEE N BRI T DL S REV HE R4l
Fr B MDV 48 kY .

YLAE K, B A5 MDV 5% P4 43 B 45 7K 1 32
%> REV LTR Jy Bt fE MDV 5& K 41 rp (1 4% &5 K Ho o)y

TR G B A RE XS 37 73 5 ) B AR B85 REV LTR J
Btif) MDV 55 %4k

| O R IR

1.1 ##

FITC #5102 i B IgG 24 SIGMA A #) 7= i, LA
Taq DNA 2 & . DL2000 DNA Marker. dNTPs 5 iy
HREFEAY THREA MR A, REV GD1210 £k 4 4
ST A Ay B S, WS P IMOIR A R 41 21 B 9 O
(REV) BH P i35 16 [ v 54 s 2 0 0 52 BT 48 1) 42
FREH Y E , REV FIPE I 7 5 MDV 52 9 7k & 1 .
FAAEYT T AL MDV gB 25 (IR 5 1 R 7 [ Bk GB2
(141 5 A2 J6 40 M0 P AR 2 6 5 7 4%, 40 MDV T A gB It
DR Ji A% 2 15 2 1 328 /IS U » 4 928 /0 BB A 4k 12
21 M5 1 5 R 40 e T % T, 48 AR S5 R
1) 42 H 95 e A I 5 # 58 E Hi Ak GB2 {5 T & MDYV
KN, B TE T2 MDYV A R A . MDV g |
7 814127 F1 CVI988 /Rispens ™ ' Bk MD 7 b
P Bk, MDV B30 2 MdS Bk fi i R 8 BE T 5
T S0 K- ZE RITIF 9T 50 B . 1 H WS 11 SR i SPF A9 ()
IR AR B W A 0 0 A PR A F) & R 4 A F R
ft.
1.2 MDV GDO06 4=

MDV GDO6 Ff H A% 52 56 5 43 25 3 G5 1) fek
SO A3, SR AR SRR XS P AL 5 mL, A EL 4
43 8 9843 8 11 40 B, 2% B S R B AT 4k 4i i (CEF)

Ja B MDYV il B, i B AT 5] B S K A W AT
5 Af o
1.3 MDV GDO06 ¥k % &

R % 5E GDO6 FE [ IfiL i Y, ¥ 100PFU GDO6 #£
55 CVI988/Rispens k73 Jjl ¥ M &2 CEF 40 g v, 1 4%
BEJG A 4 R A 0B S g e AR S, R BVE WG
F PBS %2420 13, I AN VKA R/ 20 (V/IV =
3/2) [ & 10 min, 240 [ AR BEF In A $T MDV fiL
i1 gB [ GB2,37CIRAEE 1 h j5 H PBS
e 3 UG I FITC Frid i 2E 9t B 1gG itk (—H1)
37CHAIHEE | h J5 1 PBS ¥k 3 &4l N 50 pL
Hah /PBS i (V/IV = 1/1) , T B & %6 Wi st
ME IR

€ GDO6 B UG REV y5 44, B — e 6 4L
Bz CEF 4f 1 4> % # F' 100 PFU MDV GDO06 #k 5§
10°TCID,, REV GD1210 ¥k, fEH: 5555 4 K, 3% GDO6
PR AL 375 284 465 5 11 5 vk TR AT ) 42 4 5 98 S A 5 A 36
H—%tA REV BHPE M3, —Hih FITC brad 1) £ 91
X 1gG Hifk
1.4 MDYV GDO06 # ) Meq E E F1 LTR # & X i3
B 547 18

MDV [f] Meq & [X 24 H 1 © %0 1 Mt — Z0w 2k
Je AH O LR AT RAAT 280X 43 R 99 7, BV 51 Meq-
F,Meq-R (52 1), #| /] PCR J7 91 GDO6 £k Md5 .
CVI1988 /Rispens Fl 814 #f Meq J: XK. HF GD06 £k
Jo REV y5 4%, B 78 57 3904 i (0 o B bk B0 4 B
GDO6 Fk CEF 4 it 55 R 41 h & 4 REV ) LTR Jv B¢,

LTR-F,LTR-R (£ 1), Ll GDO6 Hk K& [& 41 Jy # b 3t
4T PCR 14, # [ 4 f£ LL CVI988 /Rispens 55 814
22 T BR (0 B TR 4 6 R, PCR e 1 [i) IS A A 432 Fofr
B 1) CEF 40l DNA {E 4 B PEXT . PCR Y 4 &
25 wL:10 x PCR Buffer 2.5 uL, R 514 (25
pmol/L)%l ML,dNTP<2.5 m mol/L) 2 wLs 5 A
DNA %) 200 ng, rTaq 2 U, K B W2 /K 4 & 25 plo
PCR W R 1 F:95°C 10 min, # 95°C 1 min,
58°C 1.5 min,72%C 2 min E4T 30 NI )5 72°C
FEAH 10 min. & T BN & REV LTR (1) 5 47 50
4R 2% k" B8 T GDO6 H 3 PR 4L 1 TRS A
TRS X 31 )5 51 3 HEAT T )3 51000 €
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® 1.EE GD06 tkFFA /IS4
Table 1. Primers used to amplify the Meq gene and REV LTR sequences in MDV strain GD06

primer sequence (5 -37)

Meq Forward : GTTCTTCCGAGTCTAAGCTA
LTR Forward: AACCACAGCGTGTCTCCT

Reverse : ACAGGTGAATTGTGACCGTT
Reverse : ACAATGCCTACTATTTCCA

1.5 MDYV GDO06 # B4 A 5 18 54

GDO6 #k 1) 44 41 14 4 S 56 /£ CEF B 34T, DA
CVI988 /Rispens A X f, J7 vk & ik i F - CVIO88/
Rispens 15 GDO6 # 73 il 4 A T~ 2 He 6 4L 40 Ji 15 57
B BFALIE R 100 PFU (#1955 #5043 Jill 75 4 Ff 024«
48.72.96.120.144.168.192 h J5 1 fk ¥ %5 41 ffu , &F
i 1) B 5 7 A DMEM 10 £ Bf 5 B B¢ & 10 7 5
107", AR RE PPl 5 ARG 9% 20 24 h CEF HLZ [ H
12 60 mm (1) WRLSF DL, &SP ML FR 0. 2 mL, 1L
B 37°C,5% CO, AR 6 K, 28 7T KSRk
20 M 99 A% I a2 ok B L

GDO6 4 1) 7 Py 186 1 S 56 /F SPF 39 Hp b 47,2 4
1 i SPF 35 77 T 2 ANl 47 1E i 98 2 <) SPF
GRS B RN, RE4L 10 K, BL 2000 PFU/ M)
T 73 9] J 5 4 Bl CVIO88 /Rispens J 1 ¥k Al GDO6
Bho HEFNJG 7414.21 128 d 41 % HL S H A9 40 55

IV A 40, 4 O 2 x 10° [ 40 il 3% Fh CEF #h
7, E 37°C,5% CO, WAK:F%, 85 7 KW e bl 5 45
TSV 8 2 )99 75 16 90 7 MLAE A 4 il 26 .
1.6 MDYV GDO06 #x} SPF 38 B9 B 14 L 18

60 J 1k i SPF XS KA 4> 4 2 40, &F2H 30 K,
1 H I, 55 1 4118 5 $2 % 2000 PFU ] MDV GDO6
PR, 55 2 A4 Fh CEF g J4F o 25 A 0 B 25 410 4y
SIAE 2842 d BEAHLEEL 6 HWll & H A T O I A7 vk
PCZE T, LR & 21 XS V% 1R 3 15 A 0 I IR IR L
AERT M J < v T 308 o Ay IR Jie v TG 2 o B LAY AR I %
100% "% o [, 43 B0 g R G T 10% v vk
R Dy AR JE 52 4 °C IR AF . A WD) v, HE Qe (h, 347
RGNS . 13 JH 5 R AR XS A SRl R SE TR
55 85 5 RS B AT A, W8RG TG MD g AR B i
AR

1. GDO06 [E#E &R ALERE
Figure 1. Immunofluorescence analysis of CEF cells infected with GD06, CVI988/Rispens or REV GDI1210 strain. 100 PFU of GDO6,

CVI988 /Rispens or 10° TCID4,of GD1210 viruses were inoculated into 6-well plates with CEF monolayer, respectively. The results showed that
GD06 and CVI988/Rispens could react with monoclonal antibodies (McAb) GB2 to identify proteins gB which is the MDV - -specific protein.
And REV positive serum tests showed that it was positive reaction to GD1210 but negative reaction to GD06. A: GD06 with McAb GB2; B:
CVI988 with McAb GB2; C: Uninfected CEF with McAb GB2; D: GDO6 with REV positive serum; E: GD1210 with REV positive serum; F:
Uninfected CEF with REV positive serum.
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2 4

2.1 [EfERZERARE (IFA)

GDO6 #k+CVI98S /Rispens Fiik REV GD1210 k
4y A E e CEF, GDO6 kk 5 CVI98S /Rispens #k 7 3
RAEA W I BE, 725 4 RT3 Mok 5 75 0l A7
IFA K00, A W0 &5 B 0L 1. 45 L 9], GDO6 #k &5
CVI988 /Rispens FEfit 5 R 51 gB & 151 GB2 x
R W] H A it 1 % MDV; GDO6 #k 5 CVI988/
Rispens PR GL 40 L 55 REV Ho 44 B 1 10 3 52 99 1
N, R ] GDO6 BEANAETE REV 75 %%

2.2 MDYV GDO06 k& F F 5 5+

$2HL MDV GDO6 A% 42 % 41 fig DNA, 4% MDV
Meq HEPX, 47 19 45 5L WL & 2-A, GDO6 4k 1 47 34 7
K/NE CVI988/Rispens 814 kA [A], kb Md5 § 14 J
Bk K GDO6 ¥k Meq J Pl 4 7 ) ¥E 4T DNA #%
TR T H I & » I 343 1 P %) 5 GenBank Jit 24
fi f) 2 % ¥ Bk CVI988/Rispens f£ ( GenBank:
ABF72204. 1) . 814 ¥k (GenBank: AEV54966. 1) #i
Md5 # (GenBank: AAG14278. 1) Meq % 3 % J 41 1
AT M1 &K B, 5 CVI988 /Rispens Fl 814 ¥ 1 £
FHAL, GDO6 Fk Meq 5 A 1) & £ I 2 IR &5 M4 3 Lk =
Fomrg MdS Bk 2 59 NEEE IR, £ A 59 1 bR 1 L
RUEEAE (] 3) o

LTR 434 25 ' Wl 2B, FIH & 1 i) LTR 5]
W ah, e BT R Mk (RS CVI9Rs /
Rispens 15 814 & {i #k) 4 34 1) )7 511 21 4 1192 bp,
GDO6 BRA 4 FE 1254 1725 bp (& 2-B) o 4075
Wk, M 1725 bp (9 7 BeBr & A WX 51 90 7 51 4 3k &
15 533 bp HEEE 751, % 1k 533 bp 7 51 & Blast 7
FILLECH € 5 REV (1) LTR J7 1), 2 5 E 4 1) REV
HLJR0901 #% (GenBank: GQ415646.2) [t LTR [d] Ji
Pk 100% .

4 GDO6 K: K 2 rh ) IRS FI TRS [X 45l i3 4T 4 384
W7 W 5E 43 B 2 815 2 AN AR ) LTR 7 41 23 4 N
7 GDO6 FkJE K 21 f¥) IRS HI TRS [X . MDV IRS &
TRS X I8 VF 2 A0 A 1 3 2 )5 41 () 1) B 4k) 5 LTR
FARHE N JFF 54 N IRS X 38 1) A7 5 0 & 4, 36 A
A7 5 A XF N CVI988/Rispens #k ( GenBank:
DQ530348. 1) 45K 741 (1) 154219 bp 4 fi. LTR
N TRS [ DX 3 4F A7 T IRS 4 A DX 3801 % ) B

N 4 N A 5 A KV CVI98S /Rispens Kk 4> JE B JF
1 () 166644 bp fi7 £ .
M 1 2 3 4 5

(A)
bp

2000—
— 1597 bp

1000— — 1420 bp
750—

500—

250—
100—

E 2. MDV GDO06 # PCR £ E

Figure 2. PCR results of MDV strain GD06. A: PCR test using primers
specific for Meq were performed. M: DNA Marker; Lane 1: DNA from
Md5; lane 2: CVI988/Rispens; lane 3: 814, lane 4: GDO6 strain
infected CEF cells; lane 5, DNA from uninfected CEF cells. B: PCR
test using primers specific for LTR were performed. M: DNA Marker;
Lane 1, 2 and 3, DNA from CVI988/Rispens, 814 and GDO6 strain
infected CEF cells, respectively; lane 4, DNA from uninfected CEF cells.

2.3 {RRIMEERLE

GDO6 Hk A4 Py Hh 14 B 5 WL 5, Horp ] 5-A O
GDO06 5 CVI988/Rispens ¥k 7 CEF 4f il ({4 4)
H IR 3G B TR LA, S5 IR R W AR R Bl CEF 4H il )5
GDO6 H4p 7 i B PR Th iy > 71 168 h ik B Tl o 4¢
g R W], fE R CEF 41 i 96,120, 144,168
192 h, GDO6 £ %% 75 ¥ BE 4r 5l 1.9 x 10°.3.9 x
10°.6.1 x 10°.6.5 x 10°.5.8 x 10°PFU, B & It
CVI988 /Rispens (96 h J5 i # W 4> 3l 1.3 x 107,
3.5 x10°.5.0 x 10°.5.7 x 10°.4.7 x 10°PFU) &
(P<0.05) . B 5B 4 GD06 k5 CVI988/Rispens
5 SPF X (44 Py) (148 Bk 55 Lb 452 5 06 25 L9 43 7 o]
LLE I, GDO6 k7 2 Fl SPF X% 21 K J5 1A F = U,
BEJ5 S N B ZEih g KR, TR HRl 21.28 K,
GDO6 F& 71 X 44 Py 1) 9% 75 Wi L 43 ) 4 740 i 350
PFU, B] & Lt CVIO88 /Rispens #k (i £5 W% & 43 Wl h
460,216 PFU) & (P <0.05) .
2.4 % SPF 358 84w 1%

GDO6 BEF%ERN 1 H %% SPF X, W< 13 &, # /N W
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Majority TTCCCAACCTCCTATCTGTACCCCCCCTCCTCCCGATACGGAGGAACTTTGCGCCCAGCTCTGCTCGACCCCACCTCCCATCTCTACTCCCCATATTATC
T T T T T T T T T T
510 520 530 540 550 560 570 580 590 600

1 1 L 1 1 L 1 1 L 1

814-Meq.seq TICCCAACCTCCTATCTGTACCCCCCCTCCTCCCGATACGEAGGAACTTTGCGCCCAGCTCTGCTCGACCCCACCTCCCATCTCTACTCCCCATATTATC 600
CVI988-Meq.seq TTCCCAACCTCCTATCIGTACCCCCCCTCCTCCCGATACGGAGGRAACTTTGCGCCCAGCTCTGCTCGACCCCACCTCCCATCTCTACTCCCCATATTATC 600
MdS-Meq.seq TTCCCAACCTCCTATCTGTACCCCCCCTCCTCCCGATACGGAGGAACTTTGCGCCCAGCTCTGCTCGACCCCACT: 575
GDO06-Meg.seq TTCCCAACCTICCTATCIGTACCCCCCCTCCICCCGATACGGAGGAACTTTGCGCCCAGCTCTGCTCGACCCCACCTCCCATCTCTACTCCCCATATTATC 600

Majority TACGCTCCGGGECCTTCCCCCCTCCAACCTCCTATCTGTACCCCCCCTCCTCCCGATGCGEAGGAGCTTTGCGCCCAGCTCTECTCGACCCCACCACCTC
T T T T T T T T T T

610 620 630 640 650 660 670 680 690 700

L L L H L L " L L L
814-Meq.seq TACGCTCCGGGECCT TCCCCCCTCCARCCTCCTATCTGTACCCCCCCTCCTCCCGATGCGGAGGAGCTTTGCGCCCAGCTCTGCTCGACCCCACCACCTC 700
CVI988-Meq.seq TACGCTCCGGGECCTITCCCCCCTCCARCCTCCTATCTGTACCCCCCCTCCTCCCGATGCGGAGGAGCTTTGCGCCCAGCTCTGCTCGACCCCACCACCTC 700
Md5-Meq.3eq 575
GD06-Meq.seq TACGCTCCGGGECCTTCCCCCCTCCARCCTCCTATCTGTACCCCCCCICCTCCCGATGCGGAGGAGCT TTGCGCCCAGCTCTGCTCGACCCCACCACCIC 700

Majority CCATCTCTACTCCCCATATTTITCTACGCTCCGGGGCTCTGCTCGACCCCACCACCTCCCATCTCTACTCCCCATATTATCTACGCTCCGGGECCTICCCC
T T T T T T T T T T

710 720 730 740 750 760 770 780 790 800

f 1 L 1 1 L 1 1 L 1

814-Meq.seq CCATCTCTACTCCCCATATTTTCTACGCTCCGGGGCTCTGCTCGACCCCACCACCTCCCATCTCTACTCCCCATATTATCTACGCTCCGGGGCCTTCCCC 800
CVI988-Meq.seq CCATCICTACTCCCCATATTITICTACGCICCGGGGCTCTGCTCGACCCCACCACCTCCCATCTCTACTCCCCATATTATCTACGCTCCGGGGCCTTCCCC 800
MdS5-Meq.seq ACCTCCCATCTCTACTCCCCATATTATCTACGCTCCGGGGCCTTCCCC 623
GDO06-Meg.seq CCATCTICTACTCCCCATATTTITICTACGCICCGGGGCTCIGCTCGACCCCACCACCTCCCATCTCTACTCCCCATATTATCTACGCTCCGGGGCCTITCCCC 800

& 3. MDV GDO06 ¥k meq £ & 51 bk 34 &
Figure 3. Sequence alignment of the meq genes of four different MDV strains. Similar to the vaccine strains 814 and
CVI988 /Rispens, the genome of strain GD06 contained a 59-aa insertion in the proline—rich domain of the Meq protein

compared with very virulent strain MdS.

154219bp 166644bp

TRI UL IRL IRS| US  |TRS

MDV GDO06 Genome

LTR LTR

TTAACCTCTCTATAGGCGGGGGTGTGEGAGEGAGCTCCOGEGLAATETGGEAGGGAGCTCCGGGGGGAA
TAGCGCTGGCTCGCTAACTGCCATATTAGCTTCTGTAATCATGCTTGCTTGCCTTAGCCGCCATTGTACTTGATA
TATTTCGCTGATATCATTTCTCGGAATCGGCATCAAGAGCAGGCTCATAAACCATAAAAGGAAATGTTTGTTG
AAGGCAAGCATCAGACCACTTGCACCATCCAATCACGAACAAACACGAGATCGAACTATCATACTGAGCCAA
TGGTTGTAAAGGGCAGATGCTATCCTCCAATGAGGGAAAATGTCATGCAACATCCTGTAAGCGGCTATATAA
GCCAGGTGCATCTCTTGCTCGGGGTCGCCGTCCTACACATTGTTGTGACGTGCGGCCCAGATTCGAATCTGT
AATAAAAGCTTTTTCTTCTATATCCTCAGATTGGCAGTGAGAGGAGATTTTGTTCGTGGTGTTGGCTGGCCTA
CTGGGTGGEETAGGGATCCGGACTGAATCCGTAGTATTTCGGTACAACAGGGGGGAAGTCCCTCTTATATT

4. MDV GDO06 #k £ [F A 45 [F
Figure 4. Organization of the GD06 genome. The GDO6 genome consists of a unique long (UL) region flanked
by inverted repeats, terminal repeatlong (TRL) , internal repeat long (IRL) , and a unique short region (US)
also flanked by inverted repeats, internal repeat short (IRS) and terminal repeat short (TRS) . Strain GDO6 is a
recombinant MDV having the long terminal repeats of reticuloendotheliosis virus naturally integrated into the

repeat short (RS) regions of its genome. The inserted REV LTR is shaded in light gray.

WP JE MD Ry PR A6 T 505 A8, G R B . X GDO6 FR4ZFI 21 SPF X 44 8 . i JIg Ak IR IR 20 5
PP S 28 R [V JF AT R0 O T A 995 A0 S A Y, R Kk 25 RS T B 2 5 (P >0.05, % 2) , N5l
LMDV 54 1 A2 (& 6) o W3 Fh 5 2842 K T G 5 40 8 o

SPF ¥ A = i JIf F ik I R HEAT AR B, 45 R,
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- GDO6
-= GVI988 " *

virus titre( > 10°PFU)
B~

24 48 72 96 120 144 168 192
t/h

(B) 1000 ~- GD06
. = CVI988
800
=
o
= 600-
R} *
5 4004
=
200-
ol : , ,
7 4 21 28 35
1d

[E 5. MDV GDO06 %tk R 5METEE £ N E

Figure 5. Growth characteristics of GDO6 in vitro and in vivo.
A: CEF cells were infected with 100 PFU of each virus, and
virus titers were determined at the indicated times post
inoculation. B: one day old SPF chickens were infected with
2000 PFU of each virus, and the viremia were determined at the
indicated times post inoculation. Each time point represents the
mean of five independent experiments. Bars represent standard
error. The asterisk ( * ) denotes statistically significant

differences between groups (P <0.05) .

3 ifie

H Isfort 25 75 4 REV [¥) MDV 41l jild 55 7= 4
Kl #) REV ) LTR Fr BEIFAIE S¢S A1 2 ] ¥ 56 [ 1
Hm, HA IR A MDYV H 8K 5 41 35 75 09 448 N 45 25
PIHRE . REREN RS B G S e TS
#t REV LTR J Bty MDV BF bk ", b v 5 %%
2 X KR AEEA [ MDV 5 REV 3L g 4 5
FIRKK R . MDV GDO6 #1485 1 45 4
PR SR E 20 2, (R P 43 3 2 1 3 A iF REV LTR
Jr B MDV B B¢ £k 34 5 MDV g 2 0k AHIE TR E
] MDV GDO6 ¥4 AR #4457 REV LTR B It
21 MDV 55354k, iIX th &£ % T IR % & REV LTR
R BRI E 4] MDV 55 B 4K 40 3 10 8 IR EE -

Witter 2 % 5 MDV RM1 #4f A REVALTR ¥
VINERRE A A7 s LR N A Y AR L I P R N =i
Re I A A (R ILBUM IR B I H A T B . fh 2
ERHA W N TR AR R E T MDV & 4 5
GXO0101 #k My Jk 4 1tk e B, A A b~ 55 WE B T REV -
LTR ¥ 46 A w59 7 3 4 2 3 il fg 01, JF WA 3 ok
GXO0101 #5 K 19 350 1 A1 S 98 B8 g, 1Mo S 39 9 T
GXO0101 B F [ ) 1% 35 B8 J7 > AT A GXO0101 #3 £
HAT — 585 R R FAT 4 o 7 4 i
P ZE S T Ae L LTR i N\ 59 2 VF % 7 5
LTR # AL S A R 2 B0 .

R 2. GDO6 ¥RRERF AR M SPF G ZREFMIR L ERIF I (n =6)
Table 2. Inhibitory influence of GDO6 on development of the thymus and the Bursa in SPF chickens (n =6)

age of chicken/d groups weight of body/g (thymus/body weight) /% (bursal /body weight) /%
23 GD06 265.4+9.7" 0.65 +0.07 0.36 £0. 12

Control 263.8 £10.5 0.67 £0. 15 0.35£0. 11

GDO6 495.3 £33.2 0.78 £0.13 0.38 £0. 12
4 Control 500.4 £25.9 0.75 £0. 11 0.40 +£0. 09

* The numbers in the table indicate: mean + SD.

REV 75 MDYV J& 5] 20 v (1) 4 & 47 s AN [ o, 3
B RE A E MDV [ IRS/US F1 US/TRS X, iif H
B4 A R REV JE R4 LTR Feg) ™ 20,
LTR A & 5 — AR 2 (1 J3 2 1 AU 9 7, A4l LTR
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6. B MDV GD06 #k /5 28 REFRE O BE B IRE A B (H.E. St &, x200)

Figure 6. The liver and heart histopathology were shown by H-E staining after GDO6 strain infection in chickens on 28 days post challenge. A:

GDO6 strain-infected liver; B: Uninfected control liver; C: GDO6 strain-infected heart; D: Uninfected control heart. Original magnification: x

200.
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Abstract: [Objective] Marek’ s disease virus (MDV) , GDO6 strain, was isolated from healthy Three-Yellow chickens
without MD vaccine. In this study, we characterized GDO6 strain. [Methods] Meq gene and repeat short region of GD06
strain were amplified and analyzed, and the serotype was determined by indirect immunofluorescence assay. The growth
characteristics of GD06 stain were evaluated in Specific Pathogen Free (SPF) chickens and chicken embryo fibroblasts.
The pathogenicity of GDO6 strain was assessed by challenge test using SPF chickens. [Results] GD06 strain was MDV-
serotype with a naturally inserted reticuloendotheliosis virus long terminal repeat sequence. Similar to the vaccinated
strains CVI988/Rispens and 814, the Meq gene of strain GD06 contained a 59-aa insertion in the prolinerich domain
compared with very virulent strain Md5. On 96, 120, 144, 168 and 192 hours post infection, the virus titers of GD06
were higher than that of CVI988/Rispens in vitro (P < 0.05), and the viremia levels in GDO6-infected group were
significantly higher than that of CVI988/Rispens group on 21 and 42 days post inoculation (P < 0.05). The result of
challenge test demonstrated that GDO6 remained nonpathogenic for chickens and induced little immunosuppressive effects.
[Conclusion] GD06 is an MDV- non-pathogenic strain naturally integrated with reticuloendotheliosis virus and long
terminal repeat sequence.

Keywords: Marek’ s disease virus, GDO6 strain, long terminal repeat sequence
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