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[ Abstract] Objective: To research the effects of bisbenzylisoquinoline alkaloid tetrandrine derivative
HL-22 on the biological properties of the BLM helicase. Methods: Fluorescence polarization tech-
niques was used to study the effects of HL-22 on the DNA binding activity and unwinding activity of the
BLM helicase. Malachite green-phosphate ammonium molybdate colorimetry was used to detect the
effects of HL-22 on the ATPase activity of the BLM helicase. Ultraviolet spectral scanning method was
used to research the effects of HL-22 on the conformation of the BLM helicase. Results: When the
concentration of HL-22 was 33.34 pmol/L, the inhibition ratio of dsDNA binding activity and ssDNA
binding activity of the BLM helicase were 49.07% and 50. 00% ; When the concentration of HL-22
was 50 wmol/L, the inhibition ratio of DNA unwinding activity of the BLM helicase was 93. 58% ;
When the concentration of HL-22 was 100 pwmol/L, the inhibition ratio of ATPase activity of the BLM
helicase was 90.3% . Conclusions: The DNA binding activity, unwinding activity and ATPase activity
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of the BLM helicase were inhibited by HL-22.

[ Key words ] tetrandrine derivative; BLM helicase; binding activity ; unwinding activity ; ATPase ac-

tivity
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