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[ Abstract ] Objective: To investigate the effect of interferon on the proliferation and expression of
BZLFI mRNA, BRLFI mRNA in Raji cells and its mechanism. Methods: Raji cells were cultured and
treated with 100, 500, 1 000, 2 000, 5 000 U/mlL interferon for 12, 24, 48 h respectively. Then the
cell proliferation was tested with CCK 8 assay. The expression of BZLFI and BRLFI mRNA in Raji
cells treated with interferon at various concentrations for 48 h was detected by QPCR. Results; At the
different concentrations of 100 ~5 000 U/mL, interferon effectively inhibited Raji cells proliferation
and its inhibitory effect was gradually enhanced with the increase of interferon concentration, the differ-
ence between groups with different concentrations was statistically significant ( P < 0. 05). All the
selected interferon concentrations increased the expression of BZLFI mRNA, BRLFI mRNA in a dose-
dependent manner. The expression of genes increased with the increasing of interferon concentration,
and the difference between the groups with different concentrations was statistically significant (P <
0.05). Conclusion: Interferon can inhibit proliferation by upregulating the expression of BZLFI mR-
NA and BRLFl mRNA in Raji cells.
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s AR AR IRVHE A R & . BRLFL 514
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60 min .95 °C 5 min, JK F¥%#1, (2) QPCR ¥ )%
MK Z :2 x PowerUp SYBR Green Master Mix 5 TN
BZLFL 5 BRLFI B:[H | R iE 519045 0.5 pl, [ %
P 1 L ddH,0 b B 10 L, 52 1 4P
350 CHiASYE 2 min, 95 °C 725 2 min 60 °CiE k
1 min 95 CHEff 15 5,40 RIGH
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Fig. 1 Interferon inhibit proliferation of Raji cells

2.2 Raji 488 BZLFI .BRLFImRNA [ 3%k
Fi i CCK-8 (S gn 2t |, e TP R AL 2E Raji

BZLF1

7.0
6.5
6.0
5.5
5.0
45

~4.0
=35
<30
2.5
2.0
1.5
1.0
0.5
0.0/ m—

0246 81012141618202224262830 3234363840
TEER(1)

0246 810121416 1820222426 2830 323436 38 40
TEFR)

Yl 48 h J5 4N BZLFL BRLFI mRNA 223k7K
Y-, BZLFL BRLFI QPCR %5 i 7%, H CT {i k%
— R, A R Il 2y B — W, BRI 25 SR T 5 4t
TR BoR, AR EE TP R 40 AL B Raji 44 g
48 h J5 ,Raji 4lijffi BZLFI BRLFImRNA () 353k 7K
Yyt BR, HLRE A 245 4 BE A 1S T 3 om , 45 41
A=A (P <0.05), WK 2,42,

K1 FHRENH Raji 2 fHEH

Tab. 1 Interferon inhibit proliferation of Raji cells
M2 (% )
H
A 12h 24 h 48
gl 0.00"" 0.00"" 0.00""
THZELL(U/mL)

100 6.06 £0.15V® 9.39 +0.16V* 12.49 £0.23V®
500 9.21£0.56"® 13.10 £0.53 V@ 14.52 £0.20V®

1000 11.24+0.95® 19,12 £0.44V® 26,24 +0. 58"
2000 17.64 £0.04V® 23,29 +0.49V 36,76 £0. 20"
5000 23.78£0.91V® 36,78 0. 54V 45.83 £0. 52V ®

T 0 7 s ] A At I B 4 L, P < 0,055 S5 4H R
e B AR R 5 BB, P < 0. 05,
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Fig.2 QPCR results and dissolution curves of BZLFI and BRLFI mRNA expression
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Tab.2 Interferon upregulate the expression of BZLFI
mRNA and BRLFI mRNA in Raji cells
419  BZLFI mRNA BRLFI mRNA
Xf B 2H 1.00 0. 00 1. 00 =0. 00
THHL(U/mL)
100 1.28 +0.13"" 1.26 £0. 12V
500 1.49 £0.03® 1.42£0.06"?

1000 1.81+0.10"®® 1.62 +0.09 V@@

2000  2.08£0.15"@P® 203 £0, 11VHO®

5000 2.76+0.06" OO g 5740, 17H@H®HE
7.V SR L A, P <0.05; Y 5 100 U/mL P R4 1
B, P <0.05;" 5500 U/mL TR HEL, P <0.05; 4 5
1 000 U/mL T4 Z 4 Fh4s, P <0.05; 5 2 000 U/mL F
R4, P <0.05,
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B, BT s 41 Me . BZLFI BRLFI j& EBV
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BZLFI .BRLFI mRNA (#3235, Tfi BZLFl BRLFI 2
75 EBV g ASGE G iR B 3L, EBV i#E A
BRI, BRAEUN A& 1A T s RGER A EBV Flk
TG B 4T

25 LR A R BT 2R RE S A b A ]
Raji Zi g4 58 , 3 Hif 1 19 BZLFI BRLFImRNA
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