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MEEEE——p53 0 Rb BRE PRI FTH

&

we¥ HER 4 ®

(dtsRER KON IR E, b 100083)

HWE NMEps53 M Rb AEEFRELHRYBRFTHE. CpG JFF R DNA F B f B EH RAEBAR LS.
p53 M1 Rb EHf CpG F¥I 5k A F (L. HmEH AR a5 ERARERE R X, NTT# KM E 4K

MBI THAE, ATRENHEFREMHEEREZ —.

XA HUMEE, MR SRR, ps3, DNA FEl

pS3 HEEH 11 MHETH 10 MHE
T HEBHE AT AINE T 5 5 8, A
RAEDE, YT HRET 132 5] 281 Ay X85
282 T 2 AT XS5 {0 5 TR Y €7 2R S (o L (R

fEp p53 BEWBBEZEZMENR, XBERERBH
W E4E W3S (mis-sense)!' 2. Rb XE R ¥+
BERAETFER, BPMRESDFERRE, &
FEAME SR ERA RIS FHEE H
E# p53 #1 Rb 2 R W IR A REXS BT 5 H A8
KW R &AL TS0 R, n-— kR
A MBY Rb FHHEASE. BT &
WEREMA ps53 M Rb BN Ay & B HEAL
(hypermethylation) , EHHEM p53 #1 Rb £ [H
AR TREAMEEREVEEFRZ .

1 pS3EAEPEAL

1.1 pS3 XEPRMAFIE—
EEZEY S, S-PAREMERE 2 HIA
5'-CpG-3' FFI. A1 % LA ik 2&5-
FEUwERE.  5- FF B A e 0E o A & AR A A e AR
BERE, EASEIRFIFRKIE; FFEMALS-FE
Mawgne L EA/EA , 7 DNA H FH S8 —
M E 4L (GC ) AT BBRHE), TTiX 4
¥EmE e, AT 306 —40% SR
AR CpG ZHHFBRIFHN™, 2990 %0 H K
THCAENT, &M GEHNA. CpG FFIE

p53 ZEH 2B RERAL, 24 40% M HAERER
$78 CpG 7517, CpG FEALREH M ERTH
KA, Bh 5-F R eE T R EE AL N
T.
1.2 pS3 BAPEAHRRAE
A ps3 BEEHEAG X E AR
CpGF %, MaE Y15’ -CpG-3' FBAL#Y BR i 7
M A YIEEAHpa I (5'-C y CGG-3'),Msp |
(5'-C ¥ CGG-3'), Hha 1 (5'-G CG ¢ C-3"),
Xho I (5’ -C y TCGAG-3'),Ava I (5'-C
PyCGPu G-3'), Sal I (5" -G § TCGA C-3")
F1Smal (5 -CCC}GGG-3'). ME CpG JF
P by C gL, NIX R P A K AEAR
BRI FEIRER RN L. Bk, X R AT A R AL
AHEER. K7 p53 DNA HEABFRME

FABSIZ N UIEE 2 Hpa 1 0 Msp 107, X

FOBE B A IR R A R e (A0

o M e & 4 R BE LSS, Hpa T BEARNREK AR,
AR Msp 1 K8, Had i E B Y&
REATEBETHRBE _REREFRERE
k.
1.3 p5s3 BEEBPELESMHRBRE

A 0 5% 1 7E E B 0 A B s & BE p53 B
H e #F B 175CGC & K CAC, HmIBEHMH
Arg 74 His; IE4RTDHEERYT 5-FH Rz 8
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T. Nigro™ SR FEE M FEBR: ERAE. A
BREMERES, ps3 BEEMEDL T 213§
CoG #%, # WA R CGT %K CAT, #
B Arg & K His. HIK B CGT 2 X TAT., B3
Arg A H Cys. Mi#ERF 273 # CpG FIE M
LT 267, 282 1 283 MR p53 R K4 H
HAL Y FH .

MiRAS ps3 HERTH A GL A HE
CpG B HBRFS. &I/ B o & i
MEFRKXERG:CHT: AR, HKHN
A TANG: C¥y ZEIE/ A HIM % o p53 R
THG:CHT: AMMESZLS9.3%. AT
p53 HE§ R EAL 5 K L8 FF1 A CpG, CpG
& A B AL S5 ) B4 0 A e e R R R AR Y T fE
5. Hite, 5-F MR o] 6B N IR B
(mutagen) HMIEJEHE T (carcinogen) W{ER,
B -5 5- B MR o] 51 ps3
EEREWSFBEMB A ERE T HYIRE.
1.4 p53 BENPRALSEHKBHEL

William ™ f] B3 A HBR O N U8
Msp 1 #1 AL BUR A N Y188 Hpa 1 4L 48
i DNA, K% LDL ZkEE p53 BEE K H
EHARS. Msp 1 by DNA B3 F &
#) DNA R B, Hpa I JH1L#9 DNA Bl —5& &
i FRIHER (£413.5kb), X FEHB CpG F3
HETHPEREL. Lubbert %M Msp [ #1
Hpa I ¥4k 140 2 DNA, DL p53 cDNA {E#%
B, GRBR 5 AU AL P 4L
William " #5087 7 &8 . #£ LDL %
HEE B, W ERS T 407 F1 408 49 CpG 751
BL R8BS F 409 F1 410 ¥ 5| #H DNA H X
k.. Leiterdorf %5 & B 23 i ¥4 & AH B 8% 10 5E &9
XEZPAH—H BB T 407 71 408 #9 CpG
T GAER T, HEME Val X Met. &
7% 2% % 3 Bk o #E BE AL BE B 40 419 DNA F
Hpa I il Msp [ E§Y], L) p53 cDNA E#55t, i
=3 A Hpa I Y1 BB R $ 34 CCGG
ARV Sk, XiAERRASY p53
HES, 2 CCGG ¥R 5 A mERE C
RETHELE (BEK).

BT p53 R P& H FEALE CoG &
HRRFH I R — Loy A S5 Bk oK
FEREAL R A i ps3 EFE AL ; MR 53)
ok 586 B 4L B PR AR AL AR L SR A B RS T, T
p53 ik (K 75 1] 5 40 o 6 7y T RS 4R U
Bt p53 % B @ AL A XA B, T H A
R HEELRRIERARPAFTEEY

2 Rb ZEEMPERAL

2.1 RbERS mEHRR

AR BL 5-F 2 W g 7 2 1 K &9 &
WAV, EEE 5 W3 5WE
B. M Rb EREZHSTRMA: LLTHS WM
+13 $|+83 Z [d] bp MEZFERF5IX Rb BH
MHFEEREREEN. Z70bp FFBHTE
¥, EMEBRILEFRE2SH Rb R FRIAENH
Bk ZEHFRAFILMER GHCEH
FREMULEH, 5 “CC §” (CG island) #i—
ﬁLH-lZ]
2.2 DNA FEAHXNFRBUESS R B
A &E

AEMRBEFEHEEARTFEH S S-BRHEF
HERERRER. --BRANEEREDPHERHH
SAL B L s e B3k, PR zh AL EEA

HiHE S EshHEIE S HBRELE

A TURFHIS I/ A TE TW AT

R CG iz FREALH AN CG. 4RrH Rk
B xRN DNA BB EM S, #Hh
F o A A DNA 55 B g 0E 48 3 PR i
WERE Rk, RS REILFRERRGR, BERERF
B 34k Ay DNA F 24, ifT 7€ DNA & 4l & 48
MaRE, PREUEAABTESR. B Rb EH
M5 ,Rb ZEE 5| A HEL L7 o] i B H 15
FPEASE TR JiPuli ik TIARSNE: [ giip 2 37
B 51\ DNA 2Ttk DNA K5 FIH R,
Xl FHEI| A DNA WEBiEsFFERE+
RBFESLLE, MMM T EAKS DNA
4, A XAEER Rb ERAENFERZ —.
2.3 RbERES HmPELSHERE
MEMEEMRBAEREZ-MEREFEAR
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FERMELEANERIER KSEMREHOK
AW RAERRE A HPE: HRAEEN
BOEMPUB ARG RIE. HhyisiEE M
HRPAEERBEENTIE". AEHECIE
B ZE R S R B A R S — e R o R T LR
Mt Rb HEPERBREFERRTH. ik
KB Rb H Y B EEAL 1 ) AR B 40 R 55 e
BIE VL BB RE T By gple e,
Sakai %01 f Msp 1 #1 Hpa 1 3 L0 9 IR £ 40
MRy DNA, &I 5 40 P B8 8 40 K P i 4
i (WiEF) BB 5 4 Rb E[HEE &4k,
A—6 (REeF) W55 mEELEX, —
FREMERS mEABEREL, HI—%F
iR AP X5 FHETFII SRR
&I DNA FHH 7%, de Burtros ZUHA N
PR R H 1S 3 & B H E AL T AE A R PL
#Z—. FHik Rb 2EH 5' 5 HEbaThE S &
AR, HTBEMBEPR Rb HE HHALRT
mRNA il Rb EH WA TR, URHE—FH
8 Rb 2 2 AL R T % Rb R H &, #hm
% mRNA #% M E (100G B, 23 4l 1
R, SR AT MR .
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SHENGWUHUAXUE YU SHENGWUWULI JINZHAN
Prog. Biochem. Biophys. (China)
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(China)., 1994: 21 (1): 27

As a family of multifunctional cell-proliferation
regulating factor, TGF-B has great potential in
clinical application. Both naturaly secreted and
recombinantly expressed TGF-3 are existed in
the inactive form of latent complex. Activation
of latent TGF-B complex is an important path-
way of modulating the biological function of
TGF-B. This review concerns on the molecular
structure of both natural and recombinant la-
tent TGF-B complexes. and their possible acti-
vation mechanisms under physiological condi-
tions.

Key words

transforming growth factor-8, la-

tent complex, activation mechanism

Lipid Containing Protein . Pan Huazhen. (In-

stitute of Basic Medical Sciences Chinese
Acadamy of Medical Sciences. Beijing
100005). Prog. Biochem. Biophys. (China).

1994: 21 (1: 31

Proteins anchored in membrane by fatty acids
or glycosylphosphatidylinsitol have been found
in a wide variety of cells. Recent evidence

shows that the function of these proteins wide-

duction. This review summarizes the progress
in the past few years concerning the structure,
biosynthesis and functions of these proteins.

Key words lipid containing protein. palmitic
acid myristic acid , glycosylphosphatidylino -

sitol. structure, biosynthesis, function

Progress in the Studies on Gene Mutations of
Factor Vll. Geng Jieping. Qi Zhengwu. Chen
Zhu . ( Shanghai Institute of Biochemistry ,
Academia Sinica. Shanghai 200031). Prog.
Biochem. Biophys. (China), 1994: 21 (1): 36
Human factor Vll is an important cofactor in

the intrinsic blood coagulation. Hemophilia A

is the most common severe inherited ble(?ding
disease due to the deficiency or abnormality of
factor VI. Factor VNI gene has been successfully
cloned and expressed in eukaryotic cells that
promotes the studies on the gene mutations of
factor VI widely and thoroughly. This article
introduces the recent progress about this field,
and new techniqués used in researches. The
study on gene abnormalities of factor VE can be
regarded as an excellent example both in depth
and width for researches of the congenital dis-
eases.

coagulation factor Vll. hemophilia

Key words

A. gene mutations

Gene Expression Specifically in Mammary
Chen Rui-
huan. (Unstitute of Biophysics. Academia Sini-
ca. Beijing 100101). Prog. Biochem. Biophys.
(China). 1994: 21 (1): 42

Heterogeneous genes express specifically in

Glands of Transgenic Animals.

mammary glands of transgenic animals is es-
tablished recently in gene engineering. The
milk protein genes and their fusion fashions
with heterogenous genes, the necessary ele-
ments and the possi
expression of the recombinant genes in trans-
genic animals are introduced.

Key words milk protein genes, transgenic an-
imals, mammary-gland-specific gene expres-

sion

Progression in p53 and Rb Gene Methylation.
Yang Heping. Zhou Airu, Tang Jian. (Depart-
ment of Cardiopulmonary Endocrine. Beijing
Medical University., Beijing 100083). Prog.
Biochem. Biophys. (China), 1994: 21 (1): 48
Progress in p53 and retinoblastoma (Rb) gene
methylation is introduced. CpG dinucleotides

are the hot spots of DNA methylation and mu-
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tation. CpG dinucleotides of p53 and Rb gene
are easily methylated. Hypermethylation of
the tumor-suppressor genes, with consequent
gene inactivation and the loss of the suppres-
sion of the cellular proliferation. has been pos-
tulated as one of the potential mechanism for
oncogenesis.
Key words

tumor-suppressor gene.

retinoblastoma. p53. methylation of DNA

Roles of Corpus Callosum in Early Visual In-
formation Processing. Diao Yuncheng. (Labo-
ratory of Visual Information Processing. Insti-
tute of Biophysics, Academia Shinica, Beijing
100101). Prog. Biochem. Biophys. (China),
1994; 21 (1): 50

Results of a series of studies by this research
group on the functional roles of the callosal
connections in primary visual cortices were re-
viewed. Based on these. a topographical pro-
jection model of the vertical retinal bilaterally
projecting strip was proposed. which not only
agrees well with experimental results but also
explains the necessity of the corpus callosum:
signals conveyed by these fibers compansate
information loss in the cortex due to the exis-
tence of retinal bilaterally projecting strip.
Key words visual cortex. corpus callosum.

retinal bilateral projection

Recent Progress and Prospect in the Studies of
Cell Biophysics. Zhang Jinzhu.  (Institute of
Biophysics,
100101). Prog. Biochem. Biophys.
1994; 21 (): 55

Recent studies of cell biophysics have been in-

Academia  Sinica, Beijing

(China),

troduced about cell uitrastructure effects of
physical factors on living cells. cellular motili-
ties, ion channels and cellular signalling. Some

progress in methodology for studying living

cells are also reviewed. It has been emphasized
that the main purpose of cell biophysics is to
understand the nature of the living cell in order
to explain why and how the cell is alive. Ac-
cordingly. some questions and problems on
principles and methodology have been dis-
cussed in this article as well.

biophysics.

Key words cell, progress,

prospect

The Protecting Effect of Mg’" on the Changes
of Cardiac Mitochondrial F F, Induced by
Lin Zhihuan,

Cao Maosun, Chen Yunjun. Feng Chaoyang.

Adriamycin. Li Shengguang.
( Institute of Biophysics .
Academia Sinica, Beijing 100101).
Biochem. Biophys. (China). 1994: 21 (1): 61

Adriamycin (ADM) is a widely used anticancer

Deng Junpeng .
Prog.

drug. but the chronic cardiotoxicity severely
limits the use of it in the treatment of neoplas-
tic disease. The experimental results obtained
' P-NMR

spectra measurement, fluorescent probe NBD-

from F,F,-ATPase activity assay.

PE detection. packing and fluidity of mem-
brane lipids and intrinsic fluorescence measure-
ments can be summarized as follows: ADM in-
duces the phase transition of mitochondrial
membrane lipids at first. as a consequence af-
fecting on the lipid packing and fluidity of the
lipid molecules and then influencing the con-
formation of the F,F,-ATPase and finally re-
sulting in the decreasing of the enzymatic ac-
tivity. And Mg** can protect all the effects in-
duced by ADM thus reducing the harmful ef-
fect of ADM.
Key words

ATPase complex, Mg**.

layer-lipid. conformation

cardiac mitochondrial* F, F, -

Adriamycin. non-bi-

Vacuum Ultraviolet Circular Dichroism Studies



