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A Discussion on Evolution of Pathogenesis of Simultaneous Presentation of Sthenia
and Asthenia in Myelodysplastic Syndromes Based on the Homeostasis imbalance of
Apoptosis-autophagy
XU Ming, XU Yonggang, HU Xiaomei, LU Jiahui

Abstract: According to the Chinese medicine theory, the human body is an integral system capable of self-regulation
and control, while the theory of pathogenesis focuses on studying the physiology of disease from dynamic function and whole
structure. Myelodysplastic syndromes(MDS)are a group of hematopoietic stem cell malignant cloned diseases, in which the
risk stratification differs greatly, and it is easy to transform into acute myeloid leukemia. Generally, MDS at early stage or
with low risk are mainly characterized by "positive gi become weak " syndrome types or accompanied with "stasis—toxin"
symptoms. MDS at advanced stage or with high risk are mainly characterized by "stasis—toxin" syndrome types, and the
damage or even degeneration of healthy qi is presented meanwhile. With the development of modern molecular biology, the
material basis of Chinese medicine syndrome types is gradually revealed and clarified: the differential expression of apoptosis
and autophagy of bone marrow mononuclear cells in patients with MDS with different risks is highly correlated with different
Chinese medicine syndrome types. The excessive apoptosis and/or reduction of autophagy in low-risk MDS all conform to the
characteristics of Chinese medicine syndrome types and pathogenesis in patients with positive gi become weak syndrome
types, while the decrease of apoptosis and further inhibition of autophagy during the transformation from low risk to high risk
are consistent with the symptoms and pathogenesis of patients with stasis—toxin syndrome types.
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Discussion on the Connotation and Significance of the Phenomenon of A Syndrome

Caused by Multiple Causes Based on Baihu Jia Renshen Tang
CHEN Guanzheng, ZHENG Zhipan

Abstract: The phenomenon of a syndrome caused by multiple causes is a clinical phenomenon that the same syndrome

can be triggered by different etiologies or pathological factors through changes of some identical pathological links. It is
uncommon in clinical practice, and it has profound connotation and significance.
Based on the further discussion of Baihu Jia Renshen tang, the authors pointed out that the essence of the phenomenon of a
syndrome caused by multiple causes still lies in the transformation and evolution of the etiology, and believed that the
in—depth analysis of this phenomenon can improve the theory of Chinese medicine and the level of differentiation and
treatment and that it can at the same time help to uncover the essence of the syndrome, thus providing certain enlightening
significance for clinical differentiation.

Keywords: A syndrome caused by multiple causes; One cause leading to multiple syndromes; Etiology; Pathogenesis;
Pathogenesis differentiation; Baihu Jia Renshen tang
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