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Number: CCMP94-RD-023

Cancer Reversion Model as a Character
of Traditional Chinese Medicine for
Cancer Prevention

Win-Ping Deng
Taipei Medical University

ABSTRACT

The cancer is the primary importance of compatriot's death rate, because the
anticancer tactics overwhelming majority still kills the cancer cell at present, so
while treating, the undeniable ground still has degree no injury of one to the human
body mostly. On the other hand, the researcher begins to send to the old man at
some advanced ages now, its has actually already been full of cancer cell
everywhere, but in the so-called “the dormancy state” because of the cancer cell, do
not threaten the human body. These cancer cells even have the claiming of
“macrobiotic cancers”. Such a phenomenon has enlightened a kind of novel
possibility of resisting the cancer, but try to look for out one to make the cancer cell
in the human body stop the medicine of “the dormancy state” here; If this medicine
fruit can work, because the human body has no cell to kill, probably this kind of
treatment can drop various kinds of side effects of the human body to the lowest.
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.

Keywords : cancer reversion, YGK, HeLa cell, intestinal alkaline phosphatase
(IAP), E6/E7, p53
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Tumor growth inhibitory ratio (GI%) of Hela 0400 in different approaches

Approach® No. sites ¥ GK cone. Tumors per Injected YGK  MTV (em™® Gl (%)° MW (g)'
injected {mg) site injected”  {day)

A-l 6 ] /6 - 2.01+0.29 0 17.18 30
A-2-1 6 10 56 - 0741045 6932 17.98+0.54
A22 6 40 246 - 0465022 9237 17.51+2.27
A-3-1 6 3 36 20th L.EO0.19 10.44 IR50+3.29
A32 6 10 T3 22nd LO0+034 5025 1927+ 156
A-33 6 20 46 22nd 0924012 5423 17.29+ L8O
A-d-1 6 ] /6 - 0.40+0.27 80.1 19.09+ 1.40
A-42 6 10 /6 - 007340017 9637 1B.67+ 145
A-43 6 20 46 - 005340015 98.24 1R.07+2.26
A-5-1 6 10 506 - 0.57+0.2 76.37 18.61 £0.67
A-5-2 6 20 506 - 0255008 9117 19.49+1.97
A-b 6 ] 13 - 0 - 17.84+3.49

* Al is positive control (HeLa 0400 cells) and A-6 is negative control (CGLI). A-2 HeLa (400 cells were pretreated in vitro with different
doses of YOGK, and then subcutaneously (s.c.). injected into the SCID mice. A-3 Hela 0400 cells were s.¢. injected into SCID mice o form 0.
Sem” wmors. Different doses of YGK were then administated by inratumor injection. A-4 Different doses of YGK were injected
simultaneously with Hela 0400 cells ino the same site. A-5 Different doses of YGK were s.¢. injected into SCID mice for pretreatment
overnight; Hel.a (MO0 cells were then injected into the same site. Additional doses of YGK were then administered weekly.

" Tumorsisite injected.

“ The time of YGK injection after 0.5 cm” tumor developed.

4 Mean wmor volume, measured 30 days afier YGK injection was statistically significant, different from control {P< 0.01).

“ Growth inhibition was statistically significantly, different from contol (P=<20.01).

! Mean wei ght.
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