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A New Approach to BAK Immune Cell Therapy Prevents Cancer Occurrence,
Recurrence, and Metastasis

Takusaburo Ebina” and Toshihiko Sato?

1) Sendai Research Institute for Microbiology
2) Utsunomiya Central Clinic

Surgery, anticancer agent therapy, and radiation therapy, all standard cancer treatments, seek
to treat cancer by reducing tumor size. While all these treatments kill cancer cells, they also kill
normal proliferating cells, generating numerous adverse effects. In addition, prolonged use of an-
ticancer agents and radiation builds resistance, ultimately ending in failure to prolong patient life.
We took an entirely different tack in devising a new BRM activated killer (BAK) immune cell
therapy based primarily on CD56* lymphocytes, working from a “coexisting with cancer” outlook
and a focus on maintaining high QOL.

As discussed in this paper, we discovered that BAK immune cell therapy will attack invisible
cancers in cases in which TelomeScan is used to detect circulating tumor cells (CTCs) in the
blood. TelomeScan uses a modified adenovirus that proliferates in cancer cells in a manner de-
pendent on telomerase activity and expresses GFP (green fluorescent protein). Of patients with
highly advanced cancer (stage IV or inoperable stage IM), 307 immunoreactive patients whose
serum ¢ —acid glycoprotein levels were less than 96 mg/dL survived for 529 months from the
start of BAK immune cell therapy, while 132 immunosuppressive patients whose serum @ —acid
glycoprotein levels were 96 mg/dL or greater due to anticancer agent administration survived
just 87 months,

TelomeScan is capable of detecting circulating tumor cells (CTCs) circulating in blood vessels,
cells in epithelial-mesenchymal transition (EMT) (more prone to cause metastasis), and circu-
lating stem cells (CSCs) resistant to anticancer agents to detect invisible cancer and evaluate the
effects of BAK immune cell therapy. We found that counts of GFP positive cells in a patient with
thyroid cancer fell from 15 to 0 : the patient experienced no recurrences. Additionally, counts of
GFP cells in a patient with stage IV esophageal cancer and liver metastasis fell from 2 before
treatment to 0 after treatment. The patient has lived free of recurrence and metastasis in the 4
years since. Encouraged by these results, we investigated this therapy’s effectiveness in prevent-
ing cancer recurrence and metastasis. We found all 28 patients with advanced cancer (stage 1)
and no postoperative metastasis and all 6 healthy subjects in whom we had tested the therapy's
cancer preventive effect remained alive. We conclude that BAK immune cell therapy has potent
cancer prevention activity free of adverse effects,

Key words : Immunocyte therapy, BAK therapy, Circulating tumor cells
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