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Analyses on the information characteristics of risk factors in living organisms

CHEN Nanhui* , SONG Deping
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Abstract ; This article is aimed to establish a communication platform between the living organism and risk factors,
to build the thinking pattern of material carrying information and information is transmitted in the form of substance
based on the comprehension and deduction on the materialized information or information on substances, and then
to analyze the properties and classification of risk factors and the recognition patterns for living organism to risk
factors. Based on these foundations, we descript the interaction of the organism and risk factors. During the analyses
and interpretation, it is recommended to establish the scientific concepts fitting with the natural generation logic,
getting away from some of the concepts from subjective logic, and to recognize the original biological position and
characteristics of living matter and processes. We claimed for a centralized thinking style and integrate
understanding on the core parts of the mechanism on life information security control. The results showed that; the
properties and classification of risk factors have been analyzed and discussed and figured out the two properties of
risk factors; life information and life security; a synoptic chart of the origin of risk factors had been summarized
based on the origin, exogenous and endogenous of risk factors; and a summary chart was drawn based on the
recognition styles, pattern recognition receptor (PRR) and antigen ( antigen-like) receptor, of risk factors. Based
on the summarization of the properties, classification and recognition styles of factors, an interaction graph had been
drawn between risk factors and the information of organism. We further elucidated the security mechanism of life

information by testifying and analyzing the interaction of the seven aspects exhibited in the interaction graph:
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information of conservative structure, physiological products, body injury, metabolic pathways, body allergy,

accurate conformation and inner core.

Keywords ; Risk factors (factors) ; Property; Classification; Living organism; Information characteristic; Analysis;

information interaction
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Fig.1 The origin summary of risk elements (factors)
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Fig.2 The classification of recognition mechanism of risk elements (factors)
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Fig.3 The interaction chart of risk elements (factors) and mechanism of living organism
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