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Abstract

and soybean licithin which was only 20 nm in

M agnetic fileld was made of FezO4particles
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diameter. The heat effect was studied under 10 kW,
100 kHz magnetic field. The temperature change was
measured by a glass thermometer ( £ 0.1C) in
agarose gel and distilled water with different Fe;O4
content respectively. The effect of magnetic intensity
was discussed. This was an experimental basis for
hyperthermia treatment tumors. The results indicated
that the tempereature raised quickly as the increase of
Fe304 concentrations and the magnetic field intensity.
The tempereature finally remained constant due to the
balance of heat generation and heat transfer to the
surroundings. When Fe304 concentration were 1 g/ L
and 2 g/ L., the balance temperature were respectively
41.97C and 47.5C as the magnetic field was 2. 78 x
10 A/m. In 1 g/ Fe304 concentration, the
magnetic field intensity were 2.78 x 10* A/m and
1.11 x 10" A/m, the temperature plateaus were at
41.9°C and 30.7 C respectively. The heat transfer
faster in water than in agarose gel.
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Abstract Two three dimensional structure models of

the 21nt oligodeoxyribonucleotides, CPl ( G3TG-

S F 5L MR HER

Prog. Biochem. Biophys. 2000: 27 (3)

2TGT2G5TG2TGT)
GTG2TG3),
software in IRIS Indigo2 ( SGI) workstation using

and CP3 ( TGTG2TGST2-
were constructed by InsightIl ( MSI)

the crystal structure of TAT triplex formation as the
template. The initial structures subsequently were

The final struc

tures were believed as the dominant conformation.

minimized by molecular mechanics.

The results showed that the energy of CP1 is lower
than that of CP3, and the former is more stable than
the latter. Moreover, the results further proved that
the 2Int oligodeoxyribo-nucleotide CP1 stably com-
(Cp) fragment of hep
atitis B virus (HBV) to form a triplex DNA, and
CP1 specifically
(DNA binding protein) binding to Cp fragment.

bines with the core promoter
inhibits a specific cellular factor

These results indicated that specific repression of gene
transcription of HBV DNA might be possible by
triplex-formation DNA.
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