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higher than that in the plasma. The two antibiotics concentration in the forestomach mucosa was lower than that in

the glandular stomach mucosa. The deviation of two antibiotics concentration in the different region of the glandular

stomach mucosa was not statistical significance. Conclusion

The antibiotic amoxicillin and levofloxacin used a—

gainst H. pylori could penetrate the gastric mucosa into the stomach. The antibiotic concentration in gastric mucosa

in the different regions is different. The active transport mechanism of the transporting levofloxacin could exist in

the stomach. Rabeprazole could affect levofloxacin kinetic parameter in blood or gastric mucosa.
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1 CCl, H,0, ALT.AST.LDH (U/L n=10 x=5s)
cCl, H,0,
ALT AST LDH ALT AST LDH
25.25 +1.57 30.50 +3.93 93.89 +9.85 24.29 +1.53 27.30 +1.58 119.53 +3.13
48.14 £2.02% 58.41 +3.21% 177.91 +11.37# 45.65 +2.58% 53.67 +3. 64" 188.16 £9. 69"
((ug/ml)
10 44.71 £3.24 52.09 +5.73 160.16 +7.88" 41.31+1.97" 49.69 +1.67" 161.73 +7.60* *
50 38.35 £2.74%* 43.34 £2.21%* 136.49 +5.84* * 35.78 £2.07** 39.24 +3.94%* 142.33 +4.78**
100 30.57 £2.43** 36.11 £3.27** 113.22 £2.96* * 30.10 £2.70** 35.09£2.95%* 123.24 £5.16**
( pg/ml)
100 41.20 +1.40** 46.09 £2.24** 126.75 +7.28* * 38.52+1.15%* 37.91 £3.77%* 140.87 £6.69* *
F 41.956 26. 645 44.162 45.552 30. 600 121. 135
C #p<0.01; 2T P<0.05 **P<0.01
2 CCl H,0, MDA .SOD.GSH-Px (n=10 x +5)
ccl, H,0,
MDA( nmol /1) SOD( U/ ml) GSH-Px( U * mg/ protein) MDA(nmol /L) SOD( U/ml) GSH-Px( U * mg/ protein)
3.19+0.25 1271 £1.20 36.0+2.13 3.36+0.590 1.5 +1.33 0.25+1.%
5.9 +0.45% 9.92 +0.83* B.82 +1.9% 6.18 +0.22% 8.8 +0.9 # .40 +1.07%
(pg/ml)
10 5.5 +0.27 10.40 £0.81" 5.35+1.3 3.36+0.50 1.5 +1.33 0.25+1.%
0 4.8 +0.19%* 11.07 £0.60* * 28.15+1.91** 435 +0.4%* 9.6 +0.81** 26,77 +1.34**
100 3.85+0.16** 1.8 +0.71%* 3141 £1.72%* 3.0 £0.26* 10.19 £0.63* * 27.38 +1.67**
((pg/ml)
100 471 £0.14** 11.30 £0.64** 2631 +1.6" 416 +0.2** 9.67+0.72** 2.8 +1.53"
F 46.190 @.118 2.3 19.157 51.94 17.483
. #P<0.01; 2T P<0.05; **P<0.01
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Protective effect of Gardenoside derivative on human hepatocyte injury
Cheng Chang Huang Cheng Wang Yarui et al
( School of Pharmacy Anhui Medical University;, Institute for Liver Diseases of Anhui Medical University;
Anhui Key Laboratory of Bioactivity of Natural Products Hefei 230032)

Abstract Objective To determine the protective effects of Gardenoside derivative on L-O, induced by CCl, or
H,0, and to reveal the mechanism. Methods 1.-O, hepatocyte cells were incubated and then injured by CCl, or
H,0,. The levels of serum alanine aminotransferase ( ALT) aspartate aminotransferase ( AST) activity and liver
homogenate superoxide dismutase ( SOD) malondialdehyde ( MDA) glutathione peroxidase ( GSH-Px) were meas—
ured. Results Not only the CCl,-induced L-O, hepatocyte cells increased AST ALT LDH MDA levels and the
loss of SOD and GSH-Px activities were remarkably attenuated by Gardenoside derivative( 10 50 100 pg/ml) but
also the H,0,-induced elevation of ALT AST LDH levels in the supernatant of hepatocytes increased MDA con—
tent of hepatocytes and loss of SOD and GSH-Px activities were significantly attenuated by Gardenoside derivative
(10 50 100 wg/ml) . In addition gardenoside derivative had a better effect on the protective of human hepatocyte
injury than gardenoside. Conclusion Gardenoside derivative is good at protecting hepatocytes than gardenoside
from in vitro injury induced by CCl, or H,0, and the mechanism might be related to the anti-oxidant process.
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