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Fig. 1 SDS-PAGE analysis of expressive products in different induction time. A:1: Whole cell protein from IPTG-induced E coli.
BL21 (Rosetta) cells; 2: Whole cell protein from IPTG-induced E coli. BL21 (Rosetta) cells containing pET-32a ( +) ; 3: Protein

Molecular Weight Marker (low) ;

4: Whole cell protein from non-induced E coli. BL21 (Rosetta) cells containing recombinant

plasmid pET-32a-sorf2; 5 —9: Whole cell protein from induced E coli. BL21 (Rosetta) cells containing recombinant plasmid pET-

32a-sorf2 after 1.2.3.4.5h (37kDa) ;

B:1: Whole cell protein from IPTG-induced E coli. BL21 (Rosetta) cells; 2: Whole cell

protein from IPTG-induced E coli. BI21 (Rosetta) cells containing pET28a ( +) ; 3:Protein Molecular Weight Marker (low) ; 4

Whole cell protein from non-induced E coli. BL21 (Rosetta) cells containing recombinant plasmid pET28a-sorf2; 5 - 11: Whole cell
protein from induced E coli. BL21 (Rosetta) cells containing recombinant plasmid pET28a-sorf2 after 1.2.3.4.5.6.7h (26kDa) .
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kDa
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Fig.2  SDS-PAGE identification (A) and Western blotting (B) for
purification of fusion protein. M : Protein Molecular Weight Marker
(Low) ; 1.6: pET-32a-sorf2 transformant induced with IPTG; 2.4 : pET-
28a-sorf2 transformant induced with IPTG;3.pET28a ( +) transformant

induced with IPTG; 5.pET32a (+) transformant induced with IPTG. .
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B3 BEEERALEERSEEREHTESME
Fig.3 IFA for specific identification of polyclonal antibodies of mice. A, B, E, F:CEF infected with GX0101;C, D, G, H:CEF infected
with GX0101 Asorf2; A, C: polyclonal antibodies of mice (pET28a-sorf2) ; E, G: polyclonal antibodies of mice (pET-32a-sorf2) ; B, D

F, H: serum of negative control mice.

B4 BELZERALEERE RERKANESRNHE
Fig.4 IFA for specific identification of polyclonal antibodies of rabbit. A, B, E, F:CEF infected with GX0101;C, D, G, H:CEF infected
with GX0101 Asorf2; A, C: polyclonal antibodies of rabbit (pET28a-sorf2) ; E, G: polyclonal antibodies of rabbit (pET-32a-sorf2) ; B

D, F, H: serum of negative control rabbit.
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Fig. 5  Specific identification of polyclonal antibodies by Western
blotting. A: polyclonal antibodies of mice (pET28a-sorf2) ; B:
polyclonal antibodies of mice ( pET32a=sorf2); C: polyclonal
antibodies of rabbit (pET28a-sorf2) ; 1, 4, 5: GX0101 Asorf2
protein; 2, 3, 6, 7: GX0101 protein.

GA rMd5 RBIB BJo201
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HE fR YA PR
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A0 M7 A T HR W MDYV KR A ph B Sl i) %
G2 906 (TFA) A I BRI 4 1) 2 s B i ik 5 MDV
I REDTAR BA4 AR I 45 2R B0 Ry S P s e W i
TR Ty ) -

3 itk
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Fey B AR K 22 50l o RIAEE NATT 5 3 5 v 1) A5 3800 1 11

SD0301 HVT CEF

B 6 ZiapEfHiiky MDV E& HVT (FCA26) MR LE

Fig. 6 Differentiation and identification of polyclonal antibodies to HVT (FC-26) . A: Polyclonal antibodies of mouse; B: Polyclonal antibodies of

rabbit; C: Positive control: McAb BD8 +. 1:CEF infected with GA ;2 :CEF infected with rMd5; 3: CEF infected with RB1B; 4:CEF infected with
BJ0201; 5:CEF infected with SD0301; 6:CEF infected with HVT (FC426) ;7: Negative control.
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GXO0101 A sorf2 £ [ UK 3 Hh ¥ A %5 5 1) 8 1 4%
F W& 1 BRI 2 s BEPUA I S GXO101 11 sorf2
AKX —MEALSE, I B RA R0k 5.

FEAR I 7E o, AT T A W8k, A A g
X2 v B PUAR A& R . R L4 i H pET28a
(+) pET32a( +) 4 & /) T 41 W I K5 3 RIA &
A AN I AP & R R T A N TR S N N &
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Abstract: [Objective] To obtain mice and rabbit polyclonal antibody of serotype I Mareks disease virus (MDV) sorf2
protein with higher titer and to identify the specificity. [Methods] Using serotype 1 MDV GX0101 as template, we
amplified sorf2 gene and then cloned it into pET28a ( +) and pET-32a ( +) respectively. The recombinant plasmid
pET28a-sorf2 and pET-32a-sorf2 was separately transformed into Escherichia coli BL21 (Rosetta) competent cell which
was induced with isopropylthio-8 -D-galactoside (IPTG) . After purification, immuned 6 — 8 Balb/c mice and adult New
Zealand white rabbit with the purified fusion protein and the anti-sorf2 polyclonal antibody were prepared. The specificity
of the serum was detected by Western blot and the indirect immunofluorescence assay (IFA) method. [Results] Serotype
I MDV sorf2 protein was expressed successfully in the recombinant E coli. Mice and rabbit anti-sorf2 polyclonal antibody
with higher titer could react with sorf2 protein specifically. [Conclusion] The prepared antisorf2 polyclonal antibody
could identify MDV sorf2 gene deletion strain specifically. In addition, it could be used for differential of MDV vaccine
poison HVT and serotype I MDV, which was useful for the separation and identification of clinical MDV.

Keywords: serotype I Mareks disease virus, sorf2 gene, polyclonal antibody, Western blot, immunofluorescence assay
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