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cDNA #¥ 3' -UTR Wi E AU KK =L
&, HEFYN B EFH B A2 KR
Y me, B b ZE K FA A BEfff IFN-B mRNA By
BB MERRSEFMAEGREMBH L —
10 il 7R B R B A, A7 ) R Btk B K P kL
BB A LR ARESRFTAEA.
) X B B2 V] RBE S R F FE Y S IFN-B
mRNA FEEESE G .

MEMEELENHERSE L mRNA #
3-UTR 25. 248 T —"THKEHE T AU-B,
REERELESTAMNE 2(4L2), MyEIRIERE T
a (TNF-a) ;40 - B 05 40 B 48 7% R 8H F
(GM-CSF) ) mRNA ) 3' -UTR ##& AU
K. AU-B A5 c-myc mRNA f§ 3'-UTR
FE AU K46, SRRIRGEY T A%
A PLE S & AU-B; AU-B /94 Al FI ik B 3
EREEMRETIT. EEEENE, Mg
BEF % B BT U e AR BR B (PMA) 541 CD3
BRI /ERT T 40/, 88 GM-CSF
mRNA f2E k., FitS AU-B 145 &5 1K,

TNF #9 3' -UTR B91F 1R & N,
MR TINF BEM G FREERABE R IBEHER
B (CAT) S EFE=FIEE KA Al
% (HelLa, NIH3T3 f1 L929) dv3&ik; (E&HE
CAT 3 & Jit B # CAT 89 3’ #%w b1 £ TNF
3'-UTR, N CAT 7 LR {E{a—Fh 40 i & A
REFR L. X FBI TNF 3' -UTR BEM ] TNF %%

HEEERMMI A RE. FEST TNF B8
., CAT, TNF 3'-UTR &k FR P EEA
TNF 5' -UTR, WI'EZE/MR L929 400 B thak
RERIE XEE K L929 MK P — 4 iEL
K, BRI KHE TNF 5' -UTR. iXHEE5
AHEH 3° -UTR fEERIIFE XN RAME
EHL, T HEREFPAREASA —ERXER
R

BEXEBAERITMRRESESDESLT —
FOHFNRAEAHLMALAEST H2A B
mRNA ) 3' -UTR; XM G E hAmRTH
@, HETDhEE A

4 3'-UTR ZHHASEHEERDY

=HKHY UGA A¥ N TREAILE. A
HERBERHRED 1 BBA FARIE R
BB —ITD - 1) 1, UGA 1% 5% F WA
R ER, HERERS FHay—SH &K
—SeH. KB ITD -1 mRNA #4i5K H
7—780 (i A% B, UGA #EHir el iy 382—
384 fii. W3 ITD - I mRNA i 907 7 & T il
FE 2L, MhHSEEN ITD -1 %42
BHEN, XHBFEDAEHALHEAR.
AL ITD- I mRNA # 3'-UTR 5 S1E
FHEMAEREARSAREGS S, 7. H#H
ITD -1 mRNA @ 3" -UTR e 5H %
L RS

5 3’ -UTR SEEERZILFEERLIX
%[9]

RS SR v-src $ALAYAY B4R AR (CEF)
A Fi# & 9E3/pCEF4 #) mRNA KA E B #F
W&, fedr LA P mRNA KFRAK: %
4 M 57 I 75 5, PMA {E )5, 3% mRNA Bl iR
B L, A[ghn 20 5. XMIBFSFAFTERER
&, AR FXM 5 -UTR 85t A2 L
BEMLBISIHNE. H CAT RSHEEEIE
3L, % CAT Fk+F 9E3/pCEF4 #9 3' -UTR
FER, v-src iR T CAT IFAFHE 10 %, &
FHi% 3' -UTR B & 2—3 fiF; v-src RTF



1994; 21 (3) EPHLESEYMHEHR

Prog. Biochem. Biophys. « 217 »

FERE, XA CAT R ik, 40 42 i 75 =
PMA #I#/5, & 3'-UTR 9 CAT 1§ hFH &4y
AALOF MBI M20fFE(PMA) s A &
3" -UTR 8y CAT & 1 F-E W4y 5 K 3 5#1 7
. XHH L XPIE3/pCE4mRNA B
3" -UTR ##| & Tt v-sre, L1544 5% A
T-F1 PMA 0 5 .

6 3 -UTRMEBEEMREIIREL
ﬁrmi

ZHEYENGRE (myotonic distrophy) 2#:
WA — B, B UUR B AT
HEALES. R EEWRREEEIMRK. H
R IEE G TR Bk 19913, DL wE. %k
ER M AGHE cDNA XES =38, IEFIL
ok, Hp—A b gmig iz R M 37 M, &
&I, 3' -UTR 1 poly A {55289 F5).
X —SLRE R TS A AT BAAE R, INEA L
(ZMEERAOH 3" —MiH A ELEMN CTG.
i MK cos JURE SCHE 43 89 Y [i] — ik (K] 69 AH 57 2R 4+
a7 &H 11 A8 20 A CTG. 8 RX &
CTG MEEZHENEERENG 3’ -UTR rh.
X IE# ABEA B E KR R A DNA 2385
B, ROJLFIABRERE (96/98) thfz L
A ANEHEH CTG %, T HBAHH 70%
(180/258) B /RXFEAME N BEMEK. F
WA (280 A) MIARFBXFPIEK. PCR+ 4¢3
LI AR R AL AR 30% 4 K 28
fE—NEMREE LH CTG %KW, mifE
23 B H A R 2 U 3 o AR 4k, B 3’ -UTR
CTG &R 5E +< W] AE 28 52 25 45 1 JUL 98 F00% A9 2
A, ZEEGEHERNN T 2ER- P ERED
Eg. (HARWE S TILH MHEER.

Pl ESEE/R, ¥ mRNA # 3’ -UTR
) THRE L — MR A A #2 H mRNA fa @ iy 1
R, BZ&Z. WiFTLAA, 3'° -UTR frfl

ER RS E mRNA ) “PME” B XHHEE.
RAVHHEEX 3 -UTR WIIBEZ MW LT
] B

BREAXEEALBHLERT —4
3" -UTR & “¥¢5K” e &2 3. RA1SIEM,
AR TR N EARBEERESEY
cDNA sifE! 5, REMARN R 6 BAFERE
T NF-IL6™'#y 3'-UTR. 40 i % 1k &% 4k #
NF-IL6 & H 3'-UTR WX %, BIEEFra,
MAHERE. RITEASEHRITHN, FEEHW
HoFHLH.

g % x W

1 Muhlrad D, Parker R. Genes and Dev, 1992; 6: 2100—
2111

2 Lowell ] E, Rudner D Z, Sachs A B. Genes and Dev,
1992; 6: 2088—209%

3 Kwon Y K, Hecht N B. Proc Natl Acad Sci USA, 1991;
88. 35843588

4  Peppel K, Vinci ] M, Baglioni C. ] Exp Med, 19891; 173;
349-—355

5 Bohujanen P R, Petryniak B, June C H et a/. Mol Cell Bi-
ol, 1991; 11. 3288—3295

6 Kruys V, Kemmer K, Shakhov A et a/. Proc Natl Acad
Sei USA., 1992; 89: 673677

7 Eeckner R, Birnstiel M L. Nucleic acids Res, 1992, 20;
1023—1030

8 Berry M ], Banu L, Chen Y er /. Nature, 1991; 353.
273—279

9 Blobel G A, Hanafusa H. Proc Natl Acad Sci USA, 1991;
88: 1162—1166

10 Mahadevan M, Tsiflidis C, Sabourin L er al. Science,
1992; 255, 1253—1255

11 XET, £ &, K22F. PER*¥BH#, 1991; (1),
730—737

12 NEF, K, HFHERXS. LUKy S5+90R¥R,
19915 23. 246--250

13 Akira S, lssiki H, Sugita T ez al. EMBO J, 1990; 9.
1897—1906



ABSTRACTS
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Yuping. (Institute of Botany, Academia Sini-
ca, Beijing 100093). Prog. Biochem. Bio-
phys. (China). 1994:21(3): 207

The proteins which bound with lipid layers
were named membrane proteins in biomem-
brane. Because of the large hydrophobic sur-
face in membrane proteins, and the am-
phiphilic (hydrophobic and hydrophilic) char-
acter. their purification and crystallization are
very difficult. Introducing small molecular de-
tergent and small amphiphil into crystallization
system of membrane protein. a great progress
have been made. So far. a few membrane pro-
teins have been crystallized. among them only
the reaction center of Rhodopseudomonas
viridis and Rhodopseudomonas sphaeroides have
produced crystals and been analysed with 3 A
resolution. Two-dimensional crystal can be
formed in a series of membrane proteins and
the information of three-dimensional structure
may be obtained by electronmicroscopy and im-
age reconstruction.

Key words membrane proteins. detergent
and amphiphil, three-dimensional crystal. im-

age reconstruction

Platelet Activating Factor Receptor and Its
Signal Transduction. Lu Xiaoyan. (The First
Teaching Hospital of Beijing Medical Univer-
sity, Beijing 100034). Prog. Biochem. Bio-
phys. (China), 1994:;21(3): 211
Platelet-activatng factor (PAF) is a potent
phospholipid mediator. It is widely accepted
that PAF effects through the reaction with its
specific membrane receptors. PAF membrane
receptor cDNA was cloned recently. The pre-
sent paper reviewed developments on research
concerning PAF receptor and its signal trans-
duction.

Key words PAF receptor. signal transduc-

tion. gene expression

Recent Advances on the Functions of the 3'-
Untranslated Regions of Eukaryotic mRNA's.
Liu Dinggan. (Shanghai Institute of Biochem-
istry, Academia Sinica, Shanghai 200031).
Prog. Biochem. Biophys. (China). 1994: 21
(3y: 215

Eukaryotic mRNA 3'-untranslated regions'’
function are much .complicated than it 1s
thought. Recent studies showed that the 3’-
untranslated regions determine not only-the
stability of mRNA. but also time, location and
products of translation of the mRNA. It is
noteworthy that mutations within 3’ -untrans-
lated regions can lead to tumorigenesis.

Key words mRNA. 3’-untranslated region.

function

DNA Damage Induced by Lipid Peroxidation.
Cao Enhua. (Institute of Bio-
physics., Academia Sinica, Beijing 100101).
Prog. Biochem. Biophys. (China). 1994: 21
(3): 218

Lipid peroxidation may lead to base modifica-

Liu Xiaoqi.

tion. DNA strand breaks and formation of var-
ious fluorescent products in model systems.
bacteria and eucaryotic cells. and the selective
destruction of the base guanine in DNA. The
transient metal ions can intensify the DNA
damage obviously. Antioxidants and free radi-
cal scavagers have the protective effect of vary-
ing degrees for DNA damage induced by lipid
peroxidation. 8-Hydroxyguanine. which is
strongly implicated in mutagenesis and carcino-
genesis. has been observed. The molecular
mechanism of mutagenesis and carcinogenesis
induced by lipid peroxidation aroused great
concerns in the field of free radical biology.

Key words lipid peroxidation. DNA damage,



