- 506 - EPULFSEDYIEHR R

Prog. Biochem. Biophys. 1997; 24 (6)

3 BRS, F B, BERRREONNETHRIBITYER
B B R, 1996, 27 (2): 38~39

4  Yamasawa K, Suzuki S. Analysis of the operation of value:
type temperature sensitive magnetic actuators. H Z< i Fi B
RES, 1984, 8 (2): 225~228

5 WHEHR. wEE. X THREEARBRME, 19%.
2240

Temperature Autocontrol and Stabilization in
the Thermotherapy of Tumors. ZHAO
Zhensheng, LI Hui"’, WU Mingzhong, ZHAN
Jidong® of Solid
Electronics, Huazhong University of Science
Wuhan 430074, China;

1)Dz»:g::artment of Bioengineering, Huazhong

( Department State

and Technology,

University of Science and Technology, Wuhan
430074, China; 2 Department of Clinical
Therapy, Tongji Medical University, Wuhan
430030, China).

Abstract
tumors has been widely adopted in clinical treat-

The technique of thermotherapy of

ments. But the efficiency is not so ideal in treat-
ing the tumor tissues growing in the depth of the
body, because of the difficulties in transmission
and concentration of heat energy. And another
problem to be resolved in tumor thermotherapy
is to measure the temperature of tumor tissues
being treated with thermotherapy exactly and
rapidly. The difficulties in thermo-dosage con-
trol affect the efficiency directly. The purpose of
temperature autocontrol and stabilization in the
thermotherapy of tumors can be achieved
through Mn-Zn ferrite, a powdered magnetic
absorber which absorbs electromagnetic wave
and has Curic temperature. The efficiency can be
improved by injecting Mn-Zn ferrite powder into
blood vessesls in the course of thermotherapy.

Key words thermotherapy of tumors, temper-

ature autocontrol and stabilization, Curie

temperature
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Abstract The cyclopentenone prostaglandin A2
(PGA2) exhibits potent antiproliferative and
antitumor activities both in vitro and in vivo,
leading to cell cycle arrest associated with a dra-
matic decrease in the levels of cyclins and eyclin-
dependent kinases ( CDKs), and accompanied

by an obvious increase of the expression of one of

ZERE P)1E R R
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the edk inhibitors, p2lwafl/cipl. p21 wafl/
cipl protein (p2l) can also mediate p53 depen-
dent or p33independent G1 arrest of many cell
types, and plays an important role in PGA2-
induced cell cycle arrest. Latest progress on the
role of interaction of p21 and transcription factor
E2F played in PGA2-mediated cell cycle arrest is
review ed.
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prostaglandin A2, G1 arrest,
E2F, pRb

Hft RiERE

A EEZE

(BT 27 B TR S 27 AR

{8 A5 830054)

WE  BRRAEDAERAEW K5 7AW W SUR AT LR, ISR 4 AP RO 2 R

% ety B, JLAESY
2L WFFEILR BL R RE A A T BV Al ) A 4.
REIR B, (RIRES, WAk

1 BRI R

I8 WA & 2% (nucleic acid biosensor,
NABS) REFFUUZERY TR 4, AEf5
YR %IJEN”'J? AT R TR AR
M — AR, BRI — 3. T
WA, LA 'rfﬁf*}‘l”: PN (sensing
element) FFHZHAF (transducer) . {HJEE N
o (AL % 45 U S e < Bl D S R 2 2
i, H’J—ﬂ’ (B —4) Pl HAT —F
JEYE. HARU, L A A A IR A A SR
PRI, XA X 2 A 2 BE. 15151']'&%{4-4?
BRRIRENFE P RS (S A2
Ay Joic: if:}ﬁﬁ%ﬁf’ﬂ"lf{ﬁ'»mlﬁﬁf’“{“%ﬁll[I‘]fﬁ"'ii-»
ﬂc)ﬁkﬂﬂumm WRIE S (W . R

KNy 996 R 58 B 45 . AR RN G
L R A a3 2 m) th—2eqh s L B .
AR B ERAE R R eI &R (1 1) .

I Bk 90 SEAC A AL i H AR WFFE 44 1.

SCRE NS R R A A R AR 1K) AR IR L 4

J 7
% :1( +j::;‘z Fe A TV

w&]ﬁgf% g;é )D_JI;A(?}
RN
LrE g A + HunRg
DN’AJLRNA - FHEA
o = HE
sy | |80
(PR
B s H#Y NABS) : %
&
—
CEEEEERR
BTBRE 6
IELLFE T

B1 #ZEEMERFLERETEE

WoRs 0 1996-08-20, &[0 [1H]: 1997-01-18





