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Abstract: [Objective] A kind of PCV2 DNA vaccine is constructed and its immune effect is tested.
[ Method] A set of eukaryotic expression elements encoding PCV2 ORF2 is inserted into the plasmid vector
pMD-18T,constructed the recombinant pMD-18T-ORF2. pMD-18T-ORF?2 is transformed into E. coli DH5«
to increase its copies. The Balb/c mice are injected intramuscularly with the recombinant plasmid pMD-
18T-ORF2 every 14 days three times totally. The control group is injected with physiological saline solution
instead. [Result] The monitoring of antibody indicates that the specific antibody to the protein encoding by
PCV2 ORF?2 increases within the 14 days after the first injection. But the following immune almost make no
use of the level of antibody. Compared with the control group,the spleen lymphocytes proliferative ability
have a little descent (P <C0. 01) but the NK cells activities are significantly elevated (P<C0. 01). The per-
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centage of the Tc lymphocytes in spleen is much higher than the control group(P<C0. 01) ,but the percent-

age of Th and B lymphocytes have no difference between the two group(P<C0. 05). [Conclusion)] The con-

structed recombinant pMD-18T-ORF?2 has the corresponding immune response to the mice,and cellural im-

muity is more remarkable than humoral immunity.
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I NK H % A& 45 41 (Mixtore) |
A 3 SR B4 (Spon) e KBS AL (Max) 3 3 41,
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YEURGLIDE » 73 5 bk L 40 B, 43 2 443 0 1 PE B i 4t
CD4" \FITC #3ic By CD8" \PE-Cy5 #ric i CD3"
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Table 1 The antibody level in serum of immuned Balb/c mice
ODys50
i (] Time N .
Xt HE2H Control group i 46 24 Experimental group

1% B Before immune 0.160+0.030 0.15740. 035

WIK G555 7 R 7™d after immune 0.166+0.010 0.249+0.072
VIR S E G5 14 K 14™hd after immune 0.11640.015 0.29740.024
IR A RE G55 21 K 21hd after immune 0.13240.012 0.24140.046
I e J5 45 28 K 28™d after immune 0.132£0.025 0.230£0. 024
VIR G PE J5 55 35 K 35™d after immune 0.112£0. 007 0.257£0.067
VIR B PE G5 42 K 42™d after immune 0.12340.019 0.26040.013
IR A RE S5 55 49 K 49™d after immune 0.12540. 004 0.26040.068
VIR A PE G 56 K 56"d after immune 0.12840.017 0.24240.043
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Fig.1 The proliferation of spleen lymphocytes in vitro

2.3 ®ER/MR NK 45 FE A

faE pMD-18T-ORF2 11 i 5 41 /I BRI I NK
MR E R R Hg (56, 01+4.18) Y M B T
XL (29, 35 +1.42) % (P<C0. 01), i W %o %%
pMD-18T-ORF2 X} /)y i 4 NK- 40 g 7% 14 A % &
FmagvEH
2.4 RERNMNREHAEBHBEESTIHESE

B 2 A UL, e 20 /) BUMUBE o Th 20 g & &
XM 2R Te 4000 & & 53w TR
HRZH (P<C0. 05) . B 40 Jifl & & 50 B4 A Br /) 7
ERANEFE(P>0.05),

x2 RERMREESR Th.Tcf BHBMEE

Table 2 Percentage of the Th,Tc and B cell population of mice spleen in different treatment groups by FACS analysis

4 51l Group Th

Te B

24.20+3.00 a
27.00£4.07 a

X} 4 Control group
5541 Experimental group

5.6010.47 a 61.77+1.71 a
9.13+1.09 b 50.57%5.64 a

TE AN RN TR RR 22 57 3% (P<<0. 05)

Note: Different small letters show notable difference( P<C0. 05).
39 ®
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FVBIE5E IF &1 5 Ho A e OR B 5 P i B A &
IR RE R A I 2V 22 HA R & G iR B
LR R ML TT R VR AT R VR AR M
DTN ERE 5 e R A R N O R A E W T 8
¥R 3AK pAdTrack-ORF2 th i1y FE 35 o F #E 47 78
G O AR A BURL 24K pMD-18T i, 4 2 i pMD-
18T-ORF2, pAdTrack K FE 2l 9 044 bp, 1 pMD-
18T KA 2 692 bp. & BUAH [A) B & /Y T ki,
pAdTrack 45 D1 £ & 2 Ik T pMD-18T ., iX 1] fig
T 2 5 fo 2 ) i R R A AL %, Doria 851 iR,
B A 20 B Y AR DNA R BE 7 38 AR 8 7R /I
BT SR P 57 56 FH JRR 1 5] 66 12 ) 22 S DXL A 3L A A

PRV ML 4 5K, DA £ 55 L AH LX) DNA B iz fic, B
S EBOZ AL LA A

DNA % 1 32 ZL175 3 40 M G0 %8 o 1 AV e % AN K
HARD AR 0 2 R R WL E 4] Ok pMD-18T-
ORF2 75 3 /IN B AE 1 5 928 B iy A 4 i 4 928 R Ay
S Ry T T A VR G E R B A . %N BRUSR
JEL I v R S AR I 2 B L S fE L AN R 2 )
WK FELE T . Z 5 JF IR T R AR TE S 14
KNGS 28 K n ik o 5, (0 R ROR AR K ¥ A 35 5 )
Bl 7K B R BAR M K. WSS 49 RIFR .
Fr S PEBUATTE 46 B0 R R H . ok i fo g /N B
U 5 400 P A &1 396 B it 6 R H 40 STV AR 114 43 AT
B JLIVE bk £ 200 B AR A1 3 5 B ) kT BRZH AR 5 55 0] TR
H A RS2 Te M & W 2 Th s, B 4iM S &
P H2ZES AR, 3] pMD-18T-ORF2 75 5 41
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