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Analysis on “Wei-Qi-Ying-Xue ( ) ” Transmission Mechanism of Warm Disease Based on the Relativity

between Qi and Mitochondrion
LIN Fei' > Xl Zhaoging'® XIE Jinsong'* XIE Miaoling' REN Weihua®
(1. First Clinical Medical School of Nanjing University of Chinese Medicine Nanjing 210029; 2. First Affiliated Hospital of
Xinxiang Medical College; 3. Jiangsu Hospital of Chinese Medicine; 4. Jiangsu Infectious Disease Hospital)
ABSTRACT WeiQi~Ying—Xue syndrome differentiation as the syndrome differentiation guiding principle of warm
disease plays an important part in differentiating warm diseases” causes focus development transmission and prog—
nosis. Mitochondrion as organelle of eukaryotic cell has independent genetic system involving many metabolic
processes of many stages of birth growth summer senium and death. Based on the warm disease “Wei-Qi-Ying—
Xue” theory and the relativity between “Qi and mitochondrion” this paper analyzes the syndrome development princi—
ples of Wei-Qi-Ying—Xue transmission the changes of body microbody and entirety as well as the relativity between
Wei-Qi~Ying—Xue mitochondrion virus and innate immune system. The Wei-Qi—~Ying—-Xue transmission might lead to
multiple visceral organs and systems diseases by virus inducing mitochondrial decay and promoting body innate im—
mune system by RIG-/ mitochondrial antiviral signaling protein ( MAVS) pathway. Herbs might regulate mitochon—
drion function influence MAVS and improve body congenital immunity to eliminate pathogens and make Qi play its
defensive role by protecting mitochondrial structure.
Keywords warm disease theory; Wei—()i-Ying-Xue; mitochondrion; virus; congenital immunity
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