+ 150 -

2 £ X M

1 Cogdell R. The function of pigments in chloroplasts. In: Goodwin
T W ed. Plant Pigments. London: Academic Press, 1988, 183
~ 230

2 Kvinsky N 1. Mechanism of inactivation of oxygen species hy
carotenoids, In: Simic M G, Nygaard O ed. Anticarcinogenesis
and Radiation Protection. New York: Plenum Press, 1988, 4~
46

3 Loeblich . A. Photosynthesis and pigments inflenled by light
intensity and Salinity in the halophilic D. salina ( chlorophyta). ]
Mar Biol Ass UK, 1982, 62: 493~ 508

4  BerAmotz A, Lers A, Avron M. Stereoisomers of carotene and
phytoenein the alga Dunaliella bardowil. Plant Physiol, 1988,
86: 1286~ 1291

5 Zecheister L. Cis-trans lsomeric Carotenoids Vitamins A and
Arglpolyenes. New York: Academic Press, 1962, 46~ 57

6 Bemr Amotz A, Avron M. The biotechnology of cultivating the
halotolerantalga Dunaliella. Trends Biotechnology, 1990, 8: 121
~ 126

7 Ibrahim K., Jafferey N A, Zuberi S J. Plasma Vitamin A and
Caroten levels in squamous cell creinoma of the oral cavity and
oropharynx. Clin Oncol, 1997, 3: 203~ 207

8 ulgR[E, A, EEA, % (Liul G, Zhao X W, Wang Y J,
et al). WA A MF T &R 30 B 4 48 8 3 e B AR BB Y ——
SRIE N . HEEE S ( Oceanologia et limnologia Sinica) .
1994, 25 (1): 71~ 77

9  Goodwin T W. Chemistry and Biochemistry of Plant Pigments.
New York: Academic Press, 1976. 209~ 219

10 Jimemez C, Pick U. Differential Reactivity of B-Carotene isomere
from Dunaliella  bardawil Toward Oxygen Radicals. Plant
physiol, 1993, 101: 385~ 390

Using HPLC to Investagate the Dynamic Rule of
Accumulating B Carotene Isomers in Dunaliella
salina Under the Special Stress Conditions. WANG
Yong, QIAN KarXian ( Department of Biological

EMFESE ML ER

Prog. Biochem. Biophys. 1999; 26 (2)

Sciences and Technology, Zhejiang University,
Hangzhou 310027, China).
Abstract

chromatography (HPLC) was used to analyse the

The method of hight performance liquid

dynamic rule about accumulating B-carotene isomers
in Dunaliella salina under the special stress condr
tions. The results show: 1.The strength of stress
conditions is advantageous to accumulate trans-
isomer, otherwise, decreasing the stress conditions
advantage to accumulat cis-isomers. For example,
under the conditions of 32°C with light intensity
10 000 Ix, 18% ,

isomeris most ( 2.593 mg/L), but the cis-isomers

salinity the amount of trans-

amount is most (0. 630 mg/L) under 25°C, indoor
2.The kind and

amount of cis-ismoers are different when the stress

nature light and salinity 24%.
conditions are changed. After being cultured 30

days, trans-isomer and two cis-isomers were

obtained under 25°C, indoor nature light salinity
24% , but only trans-isomer and one cis-isomer were
obtained, when 32°C with 10 000 Ix light intensity
and salinity 18%.

tions is the same, it is different of the isomers kind

3. Eventhongh the stress condr

and amount only when culturing time is changed.
For example: under the conditions of 25 °C 10 000 Ix,
18% salinity, only trans-isomer was found before
culturing, after 8 days and 19 days, trans-isomer
and two cis-isomer, after 34 days, trans-isomer and
one cis-isomer were found.

B-carotene isomer,
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Study of the Relation on Apoptosis and p53
Expression in Lymphocytes. ZHONG Shu Ping
( Department of Biochemistry, Shantou University
Medical College, Shantouw 515031, China).

Abstract  Epateir Barr Virus ( EBV) is isolated
from B95-8 cell line, the primary B lymphocytes from
human blood and tonsil tissue are transfected with
EBV in order to gain immortalized lymphoblastoid
cell lines ( LCLs) and tonsil lymphoblastoid cell lines
(TLCL). The LCLs and TLCL contain wt p53
gene, and do not express p33 proteins before treat-
ment with cisplatin. Cell viability are decreased, p53
proteins are accumulated, and DNA ladders appear in
LCLs and TLCL with time extension after treating
with 10 mg/L. Lymphoma cell lines ( BJAB, Raji,
Molt4)

accumulation of p53 protein before treatment with

Ramos, carring mutant p33 gene show
cisplatin. In paralleled experiment, the lymphoma
cell lines appear relatively resistant to the doses of cis
platin. The results suggest that cisplatin cause DNA
damage of LCLs and TLCL, activate wt p53 expres-
sion, and cells with DNA damage enter the pathway
of apoptosis induced by wt p53.

Key words apoptosis, cisplatin, p53 protein, DNA,
damage





