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Microcysti2 LR Toxicity on Primary Cultured Hepatocyte
from Oreochromis niloticus
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Abstract: The isolated hepatocytes of Nile Tilapia ( Oreochromis nilcticus) were exposed to MQIR to study the
mechanism of microcysti?2LR (MQLR) taxicity. After hepatocytes were exposed to 10, 50, 150, 500 LL MC2LR for
24 h respectively, the single cell gel electrophoresis assay ( SCGE) was used to investigate the effects on DNA.
Induction of DNA strand break in all MCLR exposed groups was significantly higher than that of the control group.
Treatment tin@ and dos@dependent DNA migration caused by MQLR and was observed. Flow cytometry ( FOM)
analysis indicated that the percentage of hepatocyte apoptosis increased in a treatment tin@ and dos@ dependent
manner. These results provide frst experimental evidence showing the mechanisn of MQIR taxicty at cellular and
molecular levels.
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Fig. 1 Microscopic observation of

cultured Nile Tilapia hepatocytes
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Fig. 2 The comet images
A, PBS b3 JB B W B0 T 40 /iid 24 h; B. 10 LPL MQLR Ab 2B ' B 4B 40 T 41 i 24 h; C. 50 LgPL MQILR 4b B 8 %' ' 9k
£ 40 24 h; D. 150 LPL MQLR 4118 &' B JHF 41 24 h; E. 500 LPL MQLR 422 Jg 22 ' 4R £ 41t 24 o
A. The control; B. Exposure to 10 LPL MQLR for 24 h; C. Exposure to 50 LPL MQLR for 24 h;
D. Exposure to 150 LPL MQLR for 24 h; E. Exposure to 500 LPL MC2LR for 24 h.
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Fig. 3 Contour diagram of PPAnnexin V flow cytometric detection of apoptosis
A.PBS kb3 e B B AL F 41 e 8 h; B. 50 LPL MQLR 43 e B F JEfa P40 Jiid 8 h; C. 150 LPL MQLR 4b3 B B Bk
JH4i 2 8 h;D. 150 LgL MQLR 4b#Eje &' B HE 0 JFF 41 i 24 h;E. 500 LPL MQLR 4b# Jg ' B JE i JFF 40 i 24 he
A.The control; B. Exposure to 50 LdPL MC2LR for 8 h; C. Exposure to 150 LPL MQLR for 8 h; D. Exposure to 150 LgPL
MC2LR for 24 h;E. Exposure to 500 L&L MQILR for 24 h.
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Fig. 4 The dos@ and treatment tim@dependent effect of MCQ2LR on apoptosis in Nile Tilapia hepatocytes
A.PBS\MC2LR 4b3JE 2 B LT AIHL 8 h; B. PBS 421 )8 2 B AR T4 ML 8 h; MQLR 4b2EJE 2 B4 T AT 24
A. Exposure to PBS and MQLR for 8 h; B. Exposure to PBS for 8 h and MQLR for 24 h.
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