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suppressor gene p53 mutation in human
esophageal cancer. It was found that there
were point mutation. tnsertion and deletion
frameshift mutation of p53 gene in human
esophageal cancer. Intron 5 and 8 sequences of
p53 gene in human and Rhesus monkey were
sequenced and in monkey they are 81 and 92
nucleotides respectively.

Key words PCR. tumor suppressor gene. tu-

mor

Quantum Calculation for the Coordination
Modes of Substrates Binding on Nitrogenase
Active-Center. Liu Aimin. Zhou Taijin. Zhang
Huilin. Cai Qirut  ( Tasi
Khirui). (Department of Chemistry and Insti-

Hongtu. Wan

tute of Physical Chemistry, Xiamen Universi-
ty, Xiamen 361005). Prog. Biochem. Bio-
phys. (China), 1994;21(2): 171

EHMO studies of N, and C,H, coordination-ac-
tivation led to the conclusion that the iron-
molybdenum cofactor of nitrogenase might be
able to give a special treat to its special sub-
strate, 1. e, N=N. The exogenous substrates
except N, are apparently not to get into the
cage of the active-center and/or to manoeuvre
as freely as N=N inside the cage with the pro-
posed structural settings.

FeMo-cofactor.

Key words nitrogenase.

EHMO approach. coordination

Measurement of Surface Charge Numbers of
Purple Membrane. Wang Guangyu. Hu Kun-
sheng, Zhang Hengtao. ([Institute of Bio-
physics, Academia Sinica. Beijing 100101).
Prog. Biochem. Biophys. (China). 1994: 21
(2): 173

The pH-dependent surface charge densities of
the acetylated and the native purple membrane

were determined by the ESR spin lable

method. The spin probe is CAT,,. The num-
ber of surface charges shieded by acetylation
was adapted as a criterion to calculate the sur-
face charge numbers on both sides of the pur-
ple membrane from surface pH 4—11. The re-
sult shows that the total surface negative
charge numbers are 9 per bacteriorhodopsin at
surface pH 5—9 but increases both above sur
face pH 9 and below surface pH 5. It supports
strongly the model based on five divalent

cation binding sites on the surface of purple

membrane.

Key words purple membrane. bacterioho-
dopsin. acetylation. ESR. surface charge
number

The Expression of p53. Rb and c-myc Gene
mRNA in Human Primary Brain Tumor. Tan
Deyong. Lin Xi. Sun Zhilin. (Department of
Biochemistry West China Univeristy of Medical
Science, Chengdu 610041). Prog. Biochem.
Biophys. (China). 1994:21(2): 175

21 human primary brain gliomas and 11 human
menigiomas were examined with RNA dot blot
hybridization for the expression of p53. Rb
and c-myc gene. It was found that the level of
p53 gene expression is lower in 48. 4% (15/31)
of the tumors tested than that of normal brain
tissues; the level of Rb gene expression is low-
er in 21. 9% (7/32) for the tumors tested than
that of normal tissues; and the level of c-myc
gene expression is higher in 71. 9% (23/32) for
the tumors tested than that of normal tissues.
Interestingly. in 13 of the tumors tested. the
level of p53 gene expression is lower and the
level of c-myc gene expression is higher.
These results suggested that the expressive
decrease of p53 gene and the expressive in-
crease of c-myc gene are relative to the genera-

tion of human primary brain tumor.
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Antisense RNA Network

sis. Fang

A New Hypothe-
Dexing. ( Laboratory  of
Biomedicine, Huadong Research Institute for
Medical Biotechnics. Nanjing 210002). Prog.
Biochem. Biophys. (China). 1994: 21(2): 178
On the basis of the nature of nucleic acids and
recent research achievements or findings about
the macromolecules. such as DNA-replication-
transcription-factor RNA.
RNA ™. ri-

bozyme. gene shears. RNA editing. anti-virus

repressor RNA,

extracellular * communicator

and anti-tumor activities of antisense RNA. a

antisense RNAs and their complementary anti-
antisense RNAs from genomic DNA within the
organism. Because of self-modification (or
other mechanism). the antisense RNAs and
the anti-antisense RNAs base-pair. but do not
reanneal or hybridize with each other. This an-
tisense RNA network. on the one hand. par-
ticipates in regulating the expression of certain
genes in particular tissues at particular time.
keeps relative balance of various functional ac-
tivities. On the other hand. the network plays
an important role in specifically recognizing
and eliminating the nucleic acids mutated with-
in the body or invaded into the body from the

outside,

new hypothesis. antisense RNA network. is RNA. antisense RNA. network

Key words

advanced. i. e. There are many kinds of small
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