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[ ABSTRACT]
the expression of TNF - a in vitro. METHODS : Hepatocytes were isolated from male Sprague — Dawley rats by collagenase

AIM; To study the effects of quercetin on lipopolysaccharide (LPS) induced hepatocyte injury and

perfusion. LPS at concentration of 40 mg/L was used to induce injury to the cultured cells, and 0.5 — 10 wmol/L quercetin
was added at the same time. After 24 h of incubation, the cell apoptosis rates were detected by MTT and PI — AnnexinV.
LDH and TNF - a were measured by kits. RESULTS: 40 mg/L LPS caused a 27% growth inhibition. The apoptosis rate
was 30.2% . LDH leakage was 20 folds higher than normal. TNF — a expression significantly increased. Treated with quer-
cetin at doses of 0. 5 —10 pmol/L, the apoptosis rate, LDH leakage and TNF — o expression in hepatocytes were attenuated
in a dose dependent manner. CONCLUSION: 0.5 — 10 pmol/L of quercetin protects hepatocytes from injury induced by
LPS, which is associated with suppression of the inflammatory eytokine TNF — «.
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200g i el SD KRG B R E/R - el
TR INWARAF, A HBIE SCXK (37)2003 - 0002,
LPS iz & R EE IV ¥ § Sigma, LPS LA=78K
BEHI 2 o/ LB, 2O T —20 °C s FH T A
BFABMBZAWE, W R M DMSO ALl 5 10
mmol/L f#5F#¥ ,1 RN, s et EnmmER
KYE . AnnexinV - FITC F -5 & 5 L%
32/ H],ReverTra Ace RT — PCR i & B Toyo-
bo, TNF -« ELISA &R &% B Biosource,
2 FE
2.1 KRABRRIFWIL B A3ZH B200 g MM
SD KB 1 H,3% % B LR BRI, U8 444 T T I8
F 3SR SR 0.5 o/ L IRBRIV BTk R A I
WA, G E R S ) >85%
& 10% FG4F IMIEF 20 U/L &5 K i DMEM 3558
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W, EBRARNGBER A0M . Z0REN5EE 48 h )FIRER I,
BED, ARBR, R FE, B8, 3540
AREE, TR T8,
2.2 LPS sy RAREH K AT B 16 R B K &
B4ER  JMILGEE 48 h 5 EHAFRE R DMEM
BEIRW, ALK EE 7 40 mg/L LPS 53 140 a5t £
HEmEX RAE, FmALHkER0.5,1,5,10
wmol/L #} 7 Z #47 T 11, & 24 h J5#EAT R,
OMTT 2% %40 b B R 73 4 80 I 4 i T 96 1L
R, 846 ZiL,HE 24 h J5, BN S &/L MTT 5]
20 pL,JBF 4 h 5/hLRTHEFR, B 150 wl
DMSO FH4R¥% 30 min J5#E ULIE, TEEARIY 490 nm 4b
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(R SRR AR E BB, T B Kl T
Q@4 f 3% 77 b 35 7 7L B8 i = B8 (lactate dehydrogen-
ase, LIDH) F &M W LR M 4T
24 LR, B4 6 EA.,HE 24 h FRBELEF B
W 0.5 mL, 74 B 344k {Y k47 LDH &
JE o
OF A TR Heun b FriR o 4 B 4 i
6L, BH3 A, BWEF 24 h 5, EHHAMA
0.05% IR B IE 4L B 0>, PBS ¥k %, #% AnnexinV -
FITC & T- & I 350 & 3B, R b i E &, 0 An-
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#E: Annexin V™ /Pl N 1E ¥ 400 ; Annexin V* /P12
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RT - PCR &3 & 78 MyCycler PCR A _E#ATFI 5
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TNF - /B —actin HAH,
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Morphology of unstained hepatocytes ( x200). A: conirol; B: treated with 40 mg/L LPS;C: treated with 40 mg/L LPS +1

pmol/L quercetin; D: treated with 40 mg/L LPS + 10 pmol/L quercetin.
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Fig2 The inhibition rates of hepatocytes growth. % +s. n =6.
"P <0.05 vs control group; “P <0.05 vs LPS group.
Con; control; LPS; treated with 40mg/L LPS; Q0.5 —
Q10: treated with 40mg/L LPS +0.5 - 10 pmol/L quer-
cetin.
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Fig 3 LDH activity in the culture supernatant of hepotocytes. %

O /)
Con

LPS

5. n=6. *P <0.05 vs control group; 2P <0.05 vs
LPS group. Con: control; LPS: treated with 40 mg/L
LPS; Q0.5 —Q10; treated with 40 mg/L LPS +0.5 - 10
pmol/L quercetin.
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Fig4 Hepatocytes apoptosis( AnnexinV * cells) rates. ¥ +s. n=6. *P <0.05 vs control group; “P <0.05 vs LPS group. A: dot
plots from flow cytometry. a: control; b: treated with 40 mg/L LPS; ¢ —f: treated with 40 mg/L LPS +0.5 — 10 pmol/L

quercetin. B: histograms of statistics data.
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Fig5 TNF -« level in the culture supernatant of hepatocytes. %
5. n=6. "P<0.05 vs control group; “P <0.05 vs
LPS group. Con: control; LPS; treated with 40 mg/L
LPS; Q0.5 - Ql0: treated with 40 mg/L LPS + 0.5 -
10 pmol/L quercetin.
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Fig 6 Expression of TNF — a mRNA in hepatocytes treated with

LPS or/and quercetin. x +s. n=6. * P <0. 05 vs control
group; 2P <0.05 vs LPS group. A: TNF — @ mRNA ex-
pression of the rats. Con:; control; LPS; treated with 40
mg/L LPS; Q0.5 — Q10: treated with 40mg/L LPS +
0.5 - 10 pmol/L quercetin. B: histograms of statistics
data.
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WERR—MEMYR ST, RAEZMNE
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27% SR BT % 30. 2% , ¥ % [ 3EW LDH & &
Him 20 £, 5 LPS 7E/R P51 R 14 fF 40 B 3 1 s 3 A
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AT E#ERTHAMEER INF - o 3224k, X4
Hlk B, 3 7] LA L 7 5 & R 4% 1tk 40 i a4k BB
F A0 MRl RGBT AR B, S A
YERBE— R, ALt B LPS S AT 4
M4 /5 TNF — o mRNA F1E F1 R KB B30 , Wik
B Z T TNF - o mRNA F1%E (5 LR3I HH,
HARPE R T BE 53] TNF - o F38H %, RFR
AR FERI 25 pmol/L 38 LA L MH B BRI 1E
FRBCA M5 , S R 79 8 30 8 s 48 oF 40 M A
IR (ERRER) . XESHE R/ DFIEHFR
P, 5 B R & .
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