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big 1. DNA-breaking actions of various components of
Cu (I /HoDCA ~ HzA ~ DNA - buffer system . 1 . Control ;
2 [H2A] =6.250 % 10 *mol/L; 3.[Cu (11)] =7. 031 x 10~°
mol/L; 4. Cu (I1)/H2DCA] = 7.031% 10 “mol/L; 5. Cu (11)]
=7.031 % 10" *mol/L: [ H2A] = 6.250x10 " mol/L; 6.[ Cu(ll)
/HaDCA] =7.031 x 10 *mol/L. [ HzA] = 6. 250 % 10~ *mol/L;
7. [HaDCA] = 1. 406 % 10" *mol/L .
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Fig 2. A. DNA- breaking action of various concentrations of H2A in the presence of 7.031 x 10 *mol/L
Cu (1) /HaDCA. 1. Control; 2. 1.563% 10” °mol/L; 3. 3.125% 10> mol/L; 4. 6. 250 x 10 *mol/L;
5.9.375% 10 mol/L; 6.1.250 % 10~ *mol/L; 7.1.563 x 10" *mol/L. B. Effects of concentrations of Cu(I1)/
HaDCA on the DNA-breaking action of 6. 250 10 °mol/L H»A. 1. Control; 2. 2.109x 10 *mol/L;
3. 1.266x 10 *mol/L; 4. 2.461 % 10 *mol/L; 5. 4. 922x 10 *mol/L; 6. 1.969% 10 mol/L ;
7. 3.938x 10 *mol/L .
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Fig 3. Effects of hydrogen peroxide and oxygen gas on the
DNA - breaking action. 1.Control; 2 .[Cu (I1) /H2 DCA] =
7.031% 10 *mol/L, [H2A] =3.125% 10 Smol/L; 3.2+ Ny;
4.2+ 1250 x 10 *mol/L H202; 5. 4+ No; 6] Cu (1 YH,DCA]
=7. 03110 mol/L . [H202] =1. 250 10 *mol/L ;
7.[H205] =1.250% 10 *mol/L . -
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Fig 4. A .Effects of CAT.SODand *OH scavengers on the DNA— breaking action ofascorbic acid in the presence.
of Cu (1) /HaDCA. [Cu (11) /HaDCA] =7. 031 % 10 *mol/L » [ H2A] = 6. 250 % 10 ’mol/L. 1. Control;

2. 0.1000 mol/L butan—1—ol; 3.0.1000 mol/L sopropanol: 4.0 5. 0. 1000 mg/ml CAT: 6.0.1000 mg/ml
SOD. B ~ D. Effect of * OH écavcngers on the DNA-breaking action of ascorbic acid in the presence
of Cu (II/HaDCA [ Cu (11)/HaDCA] =7.031 % 10 *mol/L.[ HoA] = 3. 125 % ]075mol/L- [+ OH scavenger] =
2.000% 10" *mol/L.B.1.Control;2 . Ethanol; 3-Mannitol; 4- Sucrose; 5. Glucose; 6.DMSO 7. 0 . C . 1.Control;
2.Formic acid; 3. Tris; 4. Histidine; 5. t— Butyl alcohol; 6. Urea; 7. 0 . D. 1.Con'rol; 2. 0; 3. Salicylic acid;
4.Sodium acetate; 5. Potasium thiocyanate; 6. Benzoic acid: 7. Potassium iodide
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Fig 5. Effects of chclaliﬁg agents on the DNA — breaking action of ascorbic acid in the
presence of Cu (I1/HDCA . [Cu CUITHH2DCA]=7.031x 10 ‘mol/L,  [H2A] =
3. 125%10 “mol/L. 1. Control; 2. 0; 3. 6.250x10 ‘mol/L EDTA;
4.1.875% 10 “mol/L. NTA;5.1.250% 10 *mol/L. NTA: 6. 1.857x 10 “mol/L

DETPA;7.1.250% 10 *mol/L DETPA .
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DNA —BREAKING ACTION OF ASCORBIC ACID IN THE
PRESENCE OF Cu(ll }/DEMETHYLCANTHARIC ACID
COMPLEX

PH Li and YH Pang

{ Physicad Chenustry Department. School of Pharmuacunicu! Sciences. Beguig Muodiat Universite, Befiing I00083)

ABSTRACT Effects of various factors on the DNA ~ breaking action of ascorbic acid
in the presence of Cu(1I)/demethylcantharic acid complex were studied in phosphate
buffer (pH 7.40). at 37.0% 0.1 T .It was shown that *OH produced from Fenton reaction
of H,0, which can be formed from the oxidation of ascorbic acid was responsible for the
DNA — breaking action of ascorbic acid and the simple Fenton reaction cannot explain all -
the resulis.

key words DNA — breaking action; Ascorbic acid; Cu (I1) /demethylcantharic acid
complex
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