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ATP/adenosine profile

First, our data showed ATP/adenosine unbalance in various SIRS condition, such as
sepsis, post-cardiac arrest syndrome, and Burn. ATP is pro-inflammatory factor and adenosine is
anti-inflammatory factor, that the purinergic signaling may define the inflammatory response.

Second, we found that the ATP and ATP/adenosine before elective surgery may define the inflammatory
response after surgerg. This finding is intriguing that we can provide the custom made care for each
patient depending on his ATP/adenosine profile before surgery.The mechanism of the difference in
ATP/adenosine profile is unknown, and need to be clarified.
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Fig.10. Operation time and WBC
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Fig.11. ATP (pre) and WBC (post)
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