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TE <[] — F AN [ 52 B 3 7 AN [ 41 ) 2 5 B e 24 58 L (P<0.05)

2.3 S L&t CCl, {7 Fr 4 e MDA . GSH
#1 SOD 7k = #9 2 fim

i 2 45 & Wy %P CCLy, 45 405 1 41 g MDA \GSH
1 SOD 7K B 520 UL 1, it MDA & &1 5
CCL 4l Lt IE# AT 1.61 £5;0.4,0.8,1.6
mg/mL H S 25 5l W4 e CCL, 3445 41 43 ik 2>
T 47.76% ,50.31% %1 52.83%, %t GSH 1 SOD &

WM, CCL 4 F IE #4100 B N R T 45.12%
M 67.18%; HZ 454 THiZH S CCL 4t fh 44
Eb, 39 R R RE BE ) 7, B R R R &R
Y i 4 4 1.6 mg/mL B}, GSH F1 SOD f4 7K *F
rHIEEINT 55.56%F1 172.01% .,

CCly 38 43 [ F 2 A i 40PV A 5 | 448 i )
Ws, Hor= g n O AR B R R R 2



122 hOE B

o R 2023 4EH5 7 )

ANTRLTN I TR, I G R IR S 5 i i R OC 1Y B T R
T 5 S5O 48 AR P B A AR T )
¥ MDA )& & #47R1E, SOD @ id ik ROO- 5
FaG, i BT A A R, DA
ROO - {43 f#> ,GSH XF CCl, 7 P74 W0 i it # 47
RKTTHR, 24 GSH 17 W1 b #8248 i YR 3
JFERE0 . CCL, #145540 MDA & & B & 3 /i, GSH

60r a
50

[t

MDA/nmol - mL™"
2 e H K

GSH/pmol - L™

Gigil
Group
(a)

SOD ¥ & 3 TR, 22 W20 M i ot ool 40 AL R
FUEE AL TR A ODIRES . LS A5 G A T
CCl, 515 51 A2 i T 40 e MDA 1) 3 Jin F1 GSH F1
SOD 1T B , 2= B LA 7 I 40 B i Aig I ik LAk
P TP A IS T, DU A I A A 4
R E R

250
de

be

i E A Y b
SOD/U -mL™

45
Group
(b) (e)

2H 51
Group

T IEH AL 2. 304 53~5: 4308 0.4,0.8,1.6 mg/mlL H B 45 4 i T Wi ; 16 2 - 4 181 5[],

B 1 S5 &E% CCl, 3545 i 48 s MDA SOD #1 GSH 7k #9521

Fig.1

Effects of bound phenolics from Lycopus lucidus Turcz. on the levels of MDA,

SOD and GSH in CCl,—injured hepatocytes
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Fig.2 Effects of bound phenolics from Lycopus lucidus Turcz. on TNF-o, IL-6
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Fig.3 Effects of bound phenolics from Lycopus lucidus Turcz. on CCl,~injured hepatocyte apoptosis
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Fig.5 Effects of bound phenolics from
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Hepatoprotective Effect of Bound Phenolics from Lycopus lucidus Turcz. in Vitro

Gao Chunyan', Yang Wenyi’, Hong Yue’, Zhang Tianyang’, Li Wang’, Li Yuanli®, Lu Yuehong”
(‘College of Biological Science and Engineering, North Minzu University, Yinchuan 750021
*College of Public Health, Dali University, Dali 671000, Yunnan)

Abstract Objective: The hepatoprotective effect of bound phenolics from Lycopus lucidus Turcz. was investigated using
an in vitro CCl—induced hepatocyte damage model. Methods: The cell viability was determined by MTT method and the
levels of ALT, AST and LDH were determined using a clinical automatic biochemical analyzer. The levels of MDA,
SOD, GSH, TNF-a, IL-6, IL-8 and the activation of Caspase—3 were measured by kits. Meanwhile, apoptosis was de-
termined by flow cytometry and the change of mitochondrial membrane potential was detected using a mitochondrial mem-
brane potential assay kit with JC-1. Correlation analysis was carried out by Pearson correlation program. Results: The re-
sults showed that no cytotoxicity was found of the bound phenolics from Lycopus lucidus Turcz. within the tested dose
range (0.2~1.6 mg/mL). The bound phenolics inhibited the CCl—induced reduction of cell viability, SOD and GSH.
Meanwhile, the bound phenolics pretreatment reduced the CCl, —induced elevation of MDA, ALT, AST, LDH, TNF-a,
IL-6, IL-8 and Caspase—3 activation. Moreover, the bound phenolics pretreatment significantly improved the apoptosis
and the decrease of mitochondrial membrane potential caused by CCl.. The results of the correlation analysis showed a
significant positive correlation was observed between ALT, Caspase-3, TNF-, IL-6, and IL-8, and a significant nega-
tive correlation was found between GSH and SOD and ALT, Caspase-3, TNF-, IL-6, and IL-8. Conclusions: The
bound phenolics from Lycopus lucidus Turcz. exerted a protective effect against CCl,—~damaged hepatocytes through antioxi-
dation, inhibition of inflammatory response and apoptosis and protection of mitochondria.

Keywords Lycopus lucidus Turcz.; bound phenolics; antioxidation; inflammatory factors; cell apoptosis; mitochondrial

membrane potential



