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Study on Effects of Apple Polyphenols on Lead Discharging in Mice
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Abstract: The purpose of this paper was to evaluate the lead discharging effects of apple polyphenol (AP) on male Kunming
mice given lead. Lead acetate was administered by intraperitoneal injection for 10 days. Administrationof AP tomice by gastric
incubation was performed for 15 days from the end of lead exposure up to the end of the experiment. Then, the mice were
sacrificed for comparison of lead distribution. Concentrations of lead in the specimens were determinated by graphite furnace
atomic absorption spectrophotometry. It was observed that the blood lead, the liver lead and the femur level significantly
decreased, but urinates lead el iminationsignificantly increased. Theresultsillustrated that AP coulddischarge lead.
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Table 2 Urinary lead and fecal lead level of mice in each group
(X + SD)
20 FEA PRET (1 g/L) FE (1 g/L)
CK 3 28.3243.65° 373.84+£19. 15¢
Pb? 3 83.58+2. 59 675. 86+8. 82¢
Ck+AP300 3 29.25+1. 43¢ 317.70£4.97¢
Pb*+AP1s0 3 38.23%£0. 80¢ 370. 48 £3. 22¢
Pb?+AP300 3 57.31£2.97¢ 535. 16 £9. 40°
Pb?+APgoo 3 113.93%4. 16* 608.49+16. 79
Pb2 +EDTA A5 & 500 3 118. 4944. 532 682. 35+8. 75"
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Table 1  Mice weight varied with time in each group (X + SD)

415 FEA WA (2) H10d1AE () $25d 1R (g)

CK 8 22.02+1.3 30. 75+2. 31¢ 37.60+3. 14

Pb2* 8 22.014+1.4 25.8742. 15" 30.2643. 77"
Ck+APs00 8 22.074+1.0 31.2042. 59 36.9543. 60°
Pb2*+AP 150 8 22.00+1.6 25.7341. 80" 30. 4543. 00°
PbZ+APs00 8 22.01%1.4 25.90+1. 70 31.54+3. 120
Pb2z+APsoo 8 22.12+1.3 25.74+2. 35 30. 70£3. 760
PbZ+EDTA N4 £k w00 8 22.27+1.0 25.8241. 71 30. 1742, 18
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Table 3 Lead level in blood and femurs and liver of mice in each group(?i SD)
415 FEAEL M (ng/L) JBeH (ug/L) JHFE Cng/L)

CK 3 50. 16 £8. 66° 107. 12£10. 41° 73.26£9. 10°

Pb?! 3 465. 85+ 15. 86° 489. 72 £9. 48¢ 495. 16 £5. 54*

Ck+APs00 3 54.89+£2.37° 104. 70£10. 51° 74.63+£3.97°

Pb% +AP1s0 3 432, 17£6. 32" 437.53£6. 67" 423.40£13. 25"

Pb% +AP300 3 337.00%5. 51¢ 411.56£7. 96° 362.79+£7.37°
Pb?+APooo 3 219.02£17. 96¢ 286.65£6. 28¢ 325.07+£15. 36¢

Pb2 +EDTA 8445 &5 500 3 232.17+26. 25¢ 219.58£5. 40° 317.61+13. 26¢
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