SCIENCE: ADDING IMAGINATION TO KNOWLEDGE
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Mast cell versus cancer cell: Who is in the trap?

Paul Ehrlich, in 1878, observed the “geographic”
relationship between the mast cells (located in the con-
nective tissue near blood vessels, glandular ducts and
nerves), inflammation and neoplasia [1]. And today
researchers are in the same trap: They recognize mast
cells being in the crossroad of Inflammation-Allergy-
Neoplasia (IAN) [2].

Which is the biological purpose of this relation-
ship and which are the underlying mechanisms of pos-
sible inter-communication and inter-action? Set me a
bridge to walk on by.

Are the three of them (IAN) edge-connected
expressions of the same reaction? Is the last an “escape
behavior” (suicidal though) from a sneaky or thunder-
ous pressure which neither inflammation process nor
allergic reaction managed to control or dissipate? And
who has the power or the ability to shift the balance
between physiology and pathology?

One may suggest inflammation a physiological
reaction; allergy, a neurotic; and neoplasia, a psychotic
reaction. In allergy, there is “recognition” of the enemy,
his weapons, even his shadow, and an inability to get rid
of him. In neoplasia, there is a deep disturbance of the
“personality” of the cell, which does not recognize the
limits of reality and turns out of control; it follows its
own instructions. Autism? And among all those events
(Inflammation-Allergy-Neoplasia) mast cell sends the
message: IAN: I Am Near. Why [3,4]?

There are two possibilities: a) Mast cells pre-exist-
ed; orb) They were attracted near. If the first is the correct
answer, does that mean they represent “the first defense”
of connective tissue? Is it possible that they keep the key-
mechanism(s) to switch from inflammation to transfor-
mation? Did they really precede neoplasia [4-6]?

If the second is the correct answer, they were
attracted from neoplastic cells, show me the “signal”.
Show me the purpose. Give me an answer: To feed or
to fight? Who, indeed, is in the trap? And finally, why
cancer cells almost always win?

A simplified approach to the previous questions
is to continue the algorithm: Are “signals” from mast

cells released to reach malignant cells? Do mast cells
receive “messages” from transformed cells?

The answer of both questions is positive. Just
bring up your familiar cytokines, growth factors and
arachidonic pathway products. What a chatroom. But
who started the network?

Finally, do you realize it? It is nothing new in
wondering about the significance of the relationship
between mast cells and carcinogenesis, since the con-
cepts of “defense” and “growth promotion” for neo-
plasms of epithelial and mesenchymal origin were
suggested. Only more confusion from too much infor-
mation accumulating daily. More painters, more colors
in the watercolor. What an artistic freedom for such
scientific orientation.

But if, for a moment, you stop throwing data in
and let the waters in the deep well of scientific research
to calm, and after all these stones and dirt precipitate,
then, I am sure that above the surface, somewhere in the
wall of the well, you will be able to sight it: Waiting for
your attention. No, it is not in your imagination. It comes
from the mast cell. It is a butterfly. Let it fly [ 5-8].

Enjoy the view of its smoothness and gentleness.
And give it the name of proteoglycan. Then, ignore
the protein core. You concentrate in the glycosamino-
glycans. The wings. The wings make the flight. Yes,
between defense and defeat [7-9].
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