P > s N M), M,
% gglf ?33@% = N E & K ¥ ¥ R Vol.43 No.3
3 JOURNAL OF GUIZHOU MEDICAL UNIVERSITY 2018.3

EHRET EBREMNEEMAMAP ZEB1 EERIER
=2

ZWHECT, TARE, RER, RER, 2ANE, AR

(1. P E BB AR & LAt bR SA B 22 A M2 e T, =g RRFA 6501185 2. E‘:%Iﬁ*ﬁlﬁ%lﬁﬁ%;l’ifﬁ, =W BW 650118)

[ ZE] B#: 9% EB NG (EBV) fEIBRIE YL M AL & HARAS T X ZEBL (ZEB2 | ZEB1-AS1 J [N 23K 1 5%
M, Fi%: ¥ EBV MMM R Raji SNU-719 (AGS /3 325541 (TPA F NaB 355 EBV) HIXf BRA (il A & {4
FADMSO0) W45 ik pLVshRNA-EGFP-EBVsponge [ SNU-719 4 fifl 22 1% sponge 4 , A 255 4 RNA sponge (1)
SNU-719 ZHAFR %A control £1 (2 ZH 4 A ¥4 ffi H TPA S NaB #i47153) , TPA f NaB 43 48 h f5 42 M4t ffd &
RNA #£47 RT-PCR, A mRNA /K45 ZEBI \ZEB2 J ZEBI-AS1 FEF Rk, &R SXTHRAM L, EBV &2 il
#1187 Raji SNU-719 (AGS 4iiffi*}' ZEB1 mRNA 3235 3 2% 7} (P <0.05) , ZEB1-AS1 mRNA ) 335 5 {01
AGS 4l @ EREAIG(P <0.05) , £ SNU-719 FI AGS 4l KA H] ZEB2 19335 ; Fa € 23K pLVshRNA-EGFP-
EBVsponge [ SNU-719 #HJif Lt R % Yt RNA sponge [1) SNU-719 41l , ZEB1 ik B BIEMK (P <0.05), i
EBV {&K4E A S 4nf5 1) miRNA 765 Hl i EMEE ZEB1 (W3Rik , [RIRtxt ZEB1-AS1 A5 HIVEM

[ IR ] EB s ; MRy 2% H); E 245085 %E 15 miRNA; miRNA #1515

[FESZES] R34-33 [ XEHRIZEG] A [XEHS] 1000-2707(2018)03-0269-05

DOI; 10. 19367/j. enki. 1000-2707. 2018. 03. 005

Epstein-Barr Virus on ZEB1 Gene Expression in
Host Cells under Replication

LI Mingyang', MA Chunxia', CHEN Xiangling', WU Hanxin®, WU Xiaohai', YU Jiankun'
(1. Institute of Medical Biology, Chinese Academy of Medical Sciences & Peking Union Medical College, Kunming 650118,
Yunnan, China; 2. Second Affiliated Hospital of Kunming Medical University, Kunming 650118 ,Yunnan, China)

[ Abstract] Objective: To investigate the effect of EBV on the expression of ZEB1, ZEB2 and ZEBI -
AS1 genes under latent infection and lytic replication. Method: The EBV associated cancer cell line
Raji, SNU-719 and AGS was divided into two groups; the experimental group (TPA and NaB induced
EBV) and the control group ( Added equal volume DMSO). SNU-719 cell lines stably expressing
pLVshRNA-EGFP-EBVsponge were divided into sponge group, and SNU-719 cells without transfection
of RNA sponge were set to control group (both groups were induced by TPA and NaB). After 48 h of
TPA and NaB treatment, total RNA was extracted for RT-PCR. and the expression of ZEB1, ZEB2
and ZEB1-AS1 genes was detected at mRNA levels. Result: The expression of ZEB1 mRNA in Raji,
SNU-719 and AGS cells was significantly higher than that in the control group (P <0.05). The ex-
pression of ZEB1-ASI mRNA in AGS cells only decreased significantly (P <0.05), but no ZEB2 ex-
pression was detected in SNU-719 and AGS cells. The expression of ZEB1 in SNU-719 cells with sta-
ble expression of pLVshRNA-EGFP-EBVsponge was significantly lower than that in SNU-719 cells
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without RNA sponge( P <0. 05). Conclusion: EBV relies on self-encoded miRNA to promote the ex-

pression of ZEB1 during replication, and also inhibits the expression of ZEB1-ASI.

[ Key words | EB virus; latent infection; cleavage replication; zinc finger E-box bindingprotein; miR-

NA; RNA sponge
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% 1 ZEBI1.ZEBI1-AS1 ZEB2 k& BZLF1PCR 4 35| 4 7 7|

Tab.1 ZEB1, ZEB1-AS1, ZEB2 and BZLF1PCR amplified primer sequence
HERH R#P51(5'-3") T#ITSI(5"-3")
ZEB1 TAGTTGCTCCCTGTGCAGTTAC GCATTCATATGGCTTCTCTCCACTG
ZEB1-AS1 GGGCTGTCGGAGTTGGAAAG GCTCTGAGTCCTGCCACCTAG
7EB2 CCTGGCACAACAACGAGATTCTAC CTGAAGGTACTCCTCGATGCTG
BZLF1 GGAAGCCACCCGATTCTTGTATC CAGTCTCCGACATAACCCAGAATC
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Fig. 1 Relative expression of ZEB1 mRNA in Raji,

SNU-719 and AGS cells during EBV replication
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Fig.2 Relative expression of ZEB1-AS1 mRNA in
Raji, SNU-719 and AGS cells during EBV replication
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Fig.3 Relative expression of ZEB2 mRNA in Raji,
SNU-719 and AGS cells during EBV replication
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Fig.4 EBV in SNU-719 cells under replication promoting the expression of ZEB1 by self — encoded miRNA
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