v %%iﬁﬁ 278 %1

% - CCMP95-RD-007

RYBiohms £ B
%’}i\v

R~ R

$AFEAE

&

“T3) o 1 4 3R % (Cancer Reversion) » & 4p "% fmbe w4h [ 384
¥ oo i 2 A PUEPEAME SOl RE ARG - F i
IS et Y g e ] MRt 3 4L
¥ d 3 Kfﬁ = Af 7&'? R 2 4;\;1 Wi F fmre o

AT SEHEEEOT PG T E R AATE

B EP LR G GE APl g LA ARER LI 4
?%ziﬁﬁﬁﬁfmwwfﬁmls’ﬁpwpﬂp Tl

Ttz 2_ iz A B EIE ALP ~ e i~ KRB A TR Frok A T
2.2 M Bfed 7 2% o

FHRREFER ARLBRLT iR L £ FodlE
b B B ATE Bd B R w RS 0 B2 B P A Tl pS3 £
g% ; m 5 ¥ %L & chE6/ET ii«}}% w13 B }5 Pr| enFs 3T o
B> e FALREBRIEERwE 2 LR dralarnk o
MU e R AT AR AR T R O ¥ o T2
ek PR T 0 FIpF L e e BT EE R e e o E O BGR T R R
H e o

34

Matsr  HBE i s ARERET - F PR R~ de s 2
(ALP) ~ 5 &% FIE6/E7 ~ ¥r 4 Flp53

183



FEEEE R27H F P

% - CCMP95-RD-007

Cancer reversion model as a character
of soild state cultivated Taiwanofungus
camphoratus for cancer prevention

The principle investigator: Win-Ping Deng Ph.D.

Exeutive unit: Taipei Medical University

ABSTRACT

Phenomenon (Cancer Reversion) that the so-called cancer reverses, it

'

mean tumor the cells the ' some normal ' without being replied, it but
become not threatening nature can with person cancer intergrowth
phenomenon where human body coexist. Function mechanism of
reversion of the tumor cells that the specific Chinese herbal medicine may
be made use of and started, let the cancer cell not display the tumor
characteristic, even resume into a similar normal cell analogous to the
degree.

This laboratory has already utilized Chinese herbal medicine
Taiwanofungus camphoratus of medicine made of two or more ingredients
to set up the platform technology that the cancer reverses, can directly
person who apply new mark to screening that cancer reverses of medicine.
Have HeLa surface antigen of cell , tumor of person who bring out, it have
phosphoric acid activation since, it is a intestines soda phosphoric acid
ferment of a kind of cell (Alkaline phosphatase, ALP), so try to analyze
ALP to behave with the relation between the tumor bringing out in this
laboratory . In addition the discussion in the gene aspect, the preliminary
experimental result finds , Chinese herbal medicine Taiwanofungus

camphoratus of medicine made of two or more ingredients strengthens
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and restrains the trend that cancer gene p53 displays ; E6/E7 main to the
cervix cancer causes the son of cause of disease to have efficiency
suppressed . In animal's experiment, injecting Chinese herbal medicine
Taiwanofungus camphoratus of medicine made of two or more ingredients
will really have a result suppressed to grow to the tumor cell. In order to
the flowing type Chinese herbal medicine Taiwanofungus camphoratus
impact on cancer cell of medicine made of two or more ingredients of
technological analysis of cell's appearance, may not leave in the route
which the cell kills , so the function on the cell of inference medicine can

be to carry on the way that the cancer reverses

Keywords: Cancer Reversion, Taiwanofungus camphoratus, Hel.a cell,
Alkaline phosphatase (ALP), E6/E7, p53
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Cancer reversion frequency (%)
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