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Effect of CAPE on Zika Virus Replication in HUVEC

LIANG Yu-peng' , HUANG Zhi-gang' , HE Zhi-han', WU Lin-fan',CAI Jin-tai* , ZHANG Bao® , XIAO
Wei-wei'* (1. School of Public Health »Guangdong Medical University » Dongguan 523808 ,Guangdong »China s 2.
School of Public Health ,Southern Medical University)

Objective To investigate the effect of CAPE, an inhibitor of NF-«kB, on Zika virus (ZIKV) replication in
HUVEC cells. Methods HUVEC cells were pre-incubated with different concentrations of CAPE,and infected with Zi-
ka virus with different MOIs. Then cellular survival rates were measured,and total RNA and protein were collected at
different time points. The toxicity of CAPE on HUVEC cells was detected by CCK-8 assay. The extent of p65 nuclear
entry was examined by immunofluorescenc method. The relative expression of ZIKV E and NF-kB at the mRNA level
were detected by real-time PCR,while the protein level were detected by Western blotting assay.  Results The survival
rates of HUVEC cells with 0-10 pmol/L. CAPE treatment were greater than 85%. With Zika virus infection,the mRNA
expression of NF-kB and ZIKV E increased in a time-dependent manner. However, when HUVEC cells were pretreated
with CAPE and then infected with Zika virus,it can significantly inhibit the mRNA expression of Zika virus and NF- k B
mRNA and protein expression. intracellular RNA of ZIKV, mRNA and expression of NF-kB was inhibited in HUVEC
cells with CAPE pre-treatment. ZIKV with MOI 0. 1 infected for 48 h,5 pmol/L CAPE inhibited 90% of the mRNA ex-
pression of intracellular ZIKV, and 10 pmol/L. CAPE inhibited 96% of the mRNA expression of intracellular ZIKV.
ZIKV with MOI 0. 1 infected for 72 h,5 pmol/L. CAPE inhibited 90% of the mRNA expression of intracellular ZIKV,and
10 pmol/L CAPE inhibited 96 % of the mRNA expression of intracellular ZIKV. As a result, CAPE pre-treatment can
improve the survival rate of HUVEC cell by more than 15%. Conclusion CAPE has a strong anti-Zika replication

effect,and the mechanism is related to the inhibition of NF-kB activation.
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Table 1 Primers and probe sequences
19 B AR e JF1(5-3")

Primer and probe Sequence(57-3")

ZIKV E 3£ [H F
ZIKV E 3 R
ZIKV E 3R

CVGACATGGCTTCGGACAGY
CCCARCCTCTGTCCACYAAYG
AGGTGAAGCCTACCTTGACAAGCARTCA

GAPDH-F GTCAAGGCTGAGAACGGGAA

GAPDH-R AAATGAGCCCCAGCCTTCTC
NF-«B-F GTTCACAGACCTGGCATCCG
NF-kB-R AGCATGGGCTCAGTTGTGTG

2.5 Western blot el B 89 &% & & ¥ HUVEC
Ay 5EET 6 LB 12~16 h 54 fLANA 5 pmol/L,
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Fig.1 The toxicity of CAPE to HUVEC cells
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Fig. 2 The effect of CAPE on the survival rate of HUVEC infected
with Zika virus
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and NF-kB in HUVEC infected with ZIKV
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