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40 min : 50 pmol/L Sal
450 nm ( optical density OD) . Sal HepG2. 2. 15 48.72 h
HepG2. 2. 15 (%) = ( oD - 100 wmol/L  Sal HepG2. 2. 15
oD ) —( op - oD ) / 20% . 1.
( oD - oD ) x100% .
1.3.3 1
HepG2. 2. 15 25 cm’ (53
1x10°  / GAPDH F: CAGGAGGCATTGCTGATGAT
5 ml. 24k R: GAAGGCTGGGGCTCATTT
mte HBV pgRNA F: CTCAATCTCGGGAATCTCAATGT
0( ) 10,50 pmol/L R: TGGATA AAACCTAGCAGGCATAAT
2d EDTA SIRTI F: CAAAGGAGCAGATTAGTAGGCG
AnnexinV FITC R: CTCTGGCATGTCCCACTATCAC
PGCHa F: TCAGTCCTCACTGGTGGACA
R: TGCTTCGTCGTCAAAAACAG
70% 24 h Pl AMPKo2 F: AGCATGGACGGGTTGAAGAG
. R: GTGGCGACAGAACGATTGAG
P38MAPK F: TATGGCTCTGTGTGTGCTGCT
1.3.4 HBV DNA . R: CATCATCTGTGTGCCGAGCCA
HepG2. 2. 15 25 em FOXO01 F: CCCTAATTCGGTCATGTCAAC
1x10° / 24h R: GCATGGTGCTTACCGTGTG
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& 20
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0.75% 1.5% 0.75% 1 Sal
1.5% ( 1 2) .
24 h TransZol Up Plus RNA Kit RNA 2.2 Sal 10.50
TransScript Green One-Step qRT-PCR SuperMix wmol /L. Sal HepG2. 2. 15 48 h
RNA cRNA SYBR Green 1.0% 1. 1% 0 pmol/L
PCR HBV pgRNA 1.4% ; 0 pmol/L 10.50
mRNA Lo pmol /L Sal ~ HepG2. 2. 15
1.4 SPSS 17.0 . 2. 2.
X xS
( one-way ANOVA) 2 Sal (%)
t Pearson GOG1 G2M s
P <0.05 o (mol /1)
Sal 0 1.4 12.24 16.95 70.81
2 Sal 10 1.0 8.50 17.45 74.05
Sal 50 1.1 9.53 18.04 72.42
2.1 Sal HepG2.2.15 CCK8
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2.4 Sal HepG2.2.15 HBV pgRNA HBV HBV
mRNA PR ‘
3 HBV pgRNA mRNA (n=3 x=xs)
1 50 pmol /L P 2 100 pmol /L P
HBV pgRNA 1.285 £0.402 1.434 £0.028 0.653 0.879 +£0.171 0.643 +0. 141 0.271
SIRT1 0.858 £0.200 1.190 +£0.058 0.153 0.861 +0.197 0.531 +£0.044 0.147
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P38MAPK 1.040 £0. 056 0.624 £0.018 0.01 0.980 +0.029 0.755 +0.081 0.066
FOXO01 1.296 +£0.418 0.925 +0.136 0.355 1.074 £0. 105 0.673 £0.205 0.133
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Effect of salidroside on HBYV DNA replication

of HepG2. 2. 15 cells and its mechanism
Ye Yusheng' Zhu Ziyi' Liu Chenxia'* et al
('School of Clinical Medicine Southwestern Medical University Luzhou 646000
*Dept of Clinical Laboratory The General Hospital of Western Theater Command Chengdu  610083)

Abstract Objective To explore the effects of salidroside( Sal) on hepatitis B virus DNA( HBV DNA) and HBV
pregenomic RNA( pgRNA) of HepG2. 2. 15 cells and its possible mechanism. Methods HepG2.2. 15 cells was
treated with salidroside at 0 50 and 100 pmol/L respectively. Cell activity cell cycle and apoptosis HBV DNA
in supernatant pgRNA and the mRNA expression levels of related regulatory genes sirtuin 1( SIRT1)  peroxisome
proliferator-activated receptor gamma coactivator 1-alpha( PGCHd ) adenosine monophosphate — activated protein
kinase 0a2( AMPKa2) p38 mitogen-activated protein kinase( P38MAPK) and forkhead box protein O1( FOXO1)

were detected by CCK8 flow cytometry and real4ime quantitative PCR respectively. The correlations between
pgRNA and these genes was analyzed. Results The cell activity apoptosis rate and cell cycle of HepG2. 2. 15
were not significantly affected by salidroside and with 50 100 wmol/L salidroside for 6 days the HBV DNA in the
supernatant was significantly higher than that in the control group ( F'=42.337 P =0.0006) . The correlation be-
tween the change trend of pgRNA and the change trend of SIRTI mRNA was significant ( r =0. 891) . The correla-
tion coefficient r of the change trend of pgRNA and other genes PGC4a AMPKa2 P38MAPK FOXO1 mRNA were
0.553 0.135 -0.943 and -0.809 respectively. Conclusion Sal can promote the replication of HBV by af-
fecting the SIRT1 pathway. In patients with chronic hepatitis B and hepatitis B virus carriers attention should be
paid to the replication of hepatitis B virus when salidroside is used.
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