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Study on the mechanism of baicalin against coxsackie virus B3 infection in vitro
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[Abstract] Objective: To investigate the efficacy and mechanism of baicalin (BA)inhibiting coxsackie virus B3(CVB3) infection in
vitro. Methods : Hela cell viability was measured by CellTiter 96® AQueous single reagent. The virus titer was detected by virus plaque
assay. The concentration of cholesterol (CHO ) and free fatty acids (FAA)were detected by CHOD-PAP and ACS-ACOD, respectively.
The expression levels of fatty acid synthase (Fasn) mRNA and acetyl-CoA carboxylase (ACC) mRNA were detected by RT-PCR. The
expression of VP1 protein was detected by Western blot in CVB3 virus. Results: BA had no significant toxic effect on Hela cells at less
than 100 pg/mL, but was able to against cytopathy by CVB3 in a dose-dependent manner. The viral titers and CVB3/VP1 expression
were significantly reduced by BA treatment in CVB3 infected cells. The levels of CHO and FAA, mRNA of Fasn and ACC were all
significantly expressed in CVB3 infected cells, but ware all significantly reduced by BA treatment. Compared with BA treatment group
by BSA pretreatment, palmitic acid pretreatment could increase the expression of CVB3/VPI in Hela cells. Conclusion: BA can
against CVB3 infection by regulating cellular lipid synthesis.
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Table 1 Quantitative real time PCR primer sets

7RIS
k7B 5197 51(5'—3") i (bp)
Fasn 37 : GAAACTGCAGGAGCTGTC 285
N7 : CACGGAGTTGAGGCGGAT
ACC 37 :GCTGCTCGGATCACTAGTGAA 338
N : TTCTGCTATCAGTCTGTCCAG
B-Actin  EJi#:GGATTTGGTCGTATTGGG 205
N : GGAAGATGGTGATGGGATT
12 7&*

12.1 AmETRERE
% Hela 40 i1 N 3% 10°>/mL, 215142680 F 6 £L

B rp 17 200 L SF-4 80% LA L, i B 2 T BFF 1 h )
FEBE, B 16 37 CHIRM 1.5% P ILLF 48 £ ) DMEM
YERpE IR IR SR TR 3 A, A 4% 2 5B Wl 8158
YA 4 h 5, 5%45 R YL 15 min, FKERER MR PE YL
RGBT Eess B 4

1.2.2 BA %} Hela 28 o5 7& 097 v&

T 2% FBS 40 ML 4E R B0 BA 1% 2R UG B 1
}925.50.100.,200.400 pg/mL; L 100 wWL/ALZGRIINA
FC A S AZ AN 96 FLAR T AR EE 3L, T
37 °C..5% CO I EE 11557 48 h )5 , 32 F CellTiter 96®
AQueous FLF R 5 A6 M 240 BELAATG % . A LA
TR (%) =SB LIR G A/ % BRFLIROERE (X 100% .
1.2.3 BA X CVB3 & £ e A & R 093500

SEEY gy R 3 A, 3o O A M X R 4H, CVB3
(MOI=3)J8L2H , L Ko AE CVB3 MR 1 h 5 B4t
HIIA 25.50.100 pg /mLHKEE 2591 BAALEEL . T
BRI 48 h 5, Rl A S A A MA TR R
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W4 TG 1l DMEM # B4 B2 47 100 pg/mL Y BA
T 75 W B IS B Hela 40 M b, SR )5 & T 37 C.
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PN B 1, 38 F BCA 350 %E 5 1,95 °C
P S min J , #E4T SDS-PAGE HLIK ; 55 155 FH & 5%
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B Western blot Ik 75 /5L 24 h J5 CVB3 J& W@ 2550 100 200 400
YLZH A BA AL BRZH b CVB3/VPL & A TEI »&‘%@x BA(pg/mL.)
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Figure 1 Effect of BA on cell viability
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Figure 2 Effect of BA on virus replication and VP1 protein expression in CVB3 infected cells
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Figure 3 Effect of BA on lipid metabolism in cells
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Figure 4 Effects of palmitic acid on CVB3/VP1 expression

in virus infected cells
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