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Gene-Eden, a broad range, natural antiviral supplement, may shrink
tumors and strengthen the immune system

HANAN POLANSKY & IDO DAFNI

The Center for the Biology of Chronic Disease, Rochester, New York, USA

To the Editor

Gene-Eden (by polyDNA) is a broad range, natural
antiviral supplement that targets viruses during their
latent or chronic phase. The development of Gene-
Eden was inspired by Hanan Polansky’s discovery [1]
of the Starved Gene phenomenon. According to
Polansky, the promoter/enhancer of certain common
viruses, such as Epstein Barr Virus (EBV), Cytomeg-
alovirus (CMV), and Herpes Simplex Virus (HSV),
competes during latency with the promoter/enhancer
of certain cellular genes for the limiting transcription
complex GABPep300/cbp. Retinoblastoma (Rb) and
BRCAL1 are two cellular genes that bind this complex.
Since GABPep300/cbp transactivates these genes,
and since both genes encode a cell cycle suppressor,
the presence of a high copy number of a sequestering
latent virus in the nucleus diminishes the expression
of the Rb and BRCA1 genes, which leads to excessive
cell replication and a tumor.

The patient is a 61-year-old female with an inop-
erable pancreatic carcinoma in the head of the pan-
creas with vascular involvement. The patient was
receiving chemotherapy treatment of gemcitabine
(Gemzar) + oxaliplatin (Eloxatin) + erlotinib
(Tarceva) for a period of two months. During that
time, test results and medical observations were
showing a general worsening in the patient condition.
The pancreatic tumor increased by 64% and was
progressing towards mesenteric root (the size of the
tumor was measured by the use of unidimensional
measurements and the sum of the longest diameters).

Hepatic mass increased by 22% and new hypodense
masses were observed. Lymph nods were enlarged and

increased in number. Concentration of red blood cells,
hemoglobin, hematocrit, lymphocytes, eosinophils and
basophils decreased by 21%, 23%, 10%, 78% and
100%, respectively. As a result, the original treatment
was discontinued and a new chemotherapy treatment
of capecitabine (Xeloda) was initiated. A week later,
the patient began a treatment with Gene-Eden in
addition to the chemotherapy. After five weeks, a CT
revealed a decrease of 35% in the tumor size, and a
decrease of 18% in the hepatic mass. Blood test
showed an increase in the concentration of lympho-
cytes (1.72X103 cells/ul compared with 0.70X103
cells/ul), eosinophils (0.11X103 cells/ul compared
with 0 cells/ul) and basophils (0.02X 10> cells/ul com-
pared with O cells/ul), the new numbers were in the
normal range and at levels similar to those observed
prior to the initiation of the first chemotherapy treat-
ment. In addition, the patient gained weight, felt a
relief in pain, was able to get up from bed alone and
to walk around and was filling better in general.
The question is whether these remarkable results
should be attributed to the new chemotherapy treat-
ment with capecitabine alone, or whether the addition
of Gene-Eden had a major role in producing the
observed remission. According to latest studies, treat-
ments with capecitabine alone or in combination with
other chemotherapy agents achieved results that range
between stable disease and mild or partial responses.
There are only a few studies to demonstrate physical
tumor shrinkage. One such study [2], which examined
the effect of capecitabine on tumor size, reports that
only three of the 42 patients (7%) treated with capecit-
abine for advanced or metastatic pancreatic cancer
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showed any reduction is tumor size after median treat-
ment time of 85 days. In our case, the decrease in
tumor size was visible in the single patient that was
treated, and after only five weeks of treatment. In light
of that study, it is unlikely that the capecitabine treat-
ment alone was responsible for the observed remission
in our case. The possibility that Gene-Eden treatment
contributed to the effect should be considered.

In addition to the decrease in tumor size, blood
tests showed that the addition of Gene-Eden had a
positive effect on immune markers.

Studies report that chemotherapy can have different
immuno-suppressive effects, and specifically, can
decrease the number of white blood cells, including
lymphocytes and leukocytes. For instance, one study
[3] examined the influence of chemotherapy on lym-
phocytes depletion in 258 breast cancer patients. In all
patients, grade 3 or grade 4 lymphopenia was observed
after five cycles of treatment. Another study [4] revealed
a loss of antibodies against measles and rubella in chil-
dren treated with intensive chemotherapy. A third study
[5] compared the immunity conditions of 34 patients
with breast cancer after chemotherapy and radiother-
apy treatment with those of patients with primary breast
cancer. T cells proportions were significantly lower in
patients who received the treatment. (Note that in this
study the treatment included radiotherapy, which is
known to have an immuno-suppressive effect.)

Capecitabine has also been reported to cause
immuno-suppression in cancer patients. A study [6]
examined the efficiency of combined therapy of beva-
cizumab, capecitabine and gemcitabine on 50 patients
with advanced pancreatic cancer. Toxicity results
revealed a grade 3 neutropaenia in 22% of the patients.
Another study [7] showed a 30.5% lymphocytopenia
following treatment with capecitabine in 60 patients
with advanced/metastatic colorectal cancer. A third
study [8] reported grade 3 and 4 leucopenia in 66%
of the patients with metastatic breast cancer following
treatment with capecitabine-docetaxel. A fourth study
[9], which examined the effect of an oral vinorelbine
and capecitabine combination on 54 patients with
metastatic breast cancer, reported grade 3 and grade
4 neutropaenia in 49% of the patients. These and oth-
ers studies [10-13] suggest that capecitabine can be
immuno-suppressive. The results of the treatment
with capecitabine (Xeloda) + Gene-Eden reveal a
positive effect on immune markers. We propose that
the addition of Gene-Eden facilitated this effect.
Considering the observed lymphopenia and leucope-
nia in the above cited studies, it is very unlikely that
capecitabine alone caused the positive effect. Since
capecitabine therapy is known to cause lymphopenia,
we would like to suggest that the improvement in
lymphocytes concentration in our case is due to the
addition of Gene-Eden.

Conclusion

According to the Starved Gene discovery, latent
viruses can cause pancreatic cancer, and an antiviral
supplement that targets latent viruses can be effective
in treating the disease. Gene-Eden is a promising
broad range, natural antiviral supplement that targets
latent viruses. The results of this study show that the
addition of Gene-Eden to chemotherapy may have
participated in shrinking the tumor and in strength-
ening the immune system in a case with poor prog-
nosis. Such participation is consistent with the
expected effects of Gene-Eden on pancreatic cancer
according to the Starved Gene discovery.

Declaration of interest: The authors report no
conflicts of interest. The authors alone are respon-
sible for the content and writing of the paper.
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