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Changes of Some Elements, Exzymes and Energy Charge in
Skeletal Muscle of Rats with Spleen Qi Deficiency

Sun En~ting (#h B ¥), et al
Basic Theory Institute, China Academy of TCM, Beiiing (100700}

In order to investigate the relationship between Spleen and muscle, the changes of trace
elements, enzyme activity, adenine nucleotides and energy charge {(EC) in the skeletal muscle of rats
with Syndrome of Spleen Qi Deficiency (SQD) were studied, the curative effects of Sijunzi Tang
(SJZT HEFR) for SQD were observed too. Results showed that in comparing with normal rats, the
levels of ATP and EC lowered signtficantly (ATP P-<0.01;, EC P <0.001), the enzyme activity of the
anaerobic glycolysis increased significantly (P <0.05), the zinc and iron concentrations were higher
(F<0.01) while the copper, potassium and sodium cencentratmns were lower than normal significant-
ly (P <0.05). These changes could be corrected after treatment with SJZT for strengthening Spleen
and tonifying Qi. Above-mentioned results suggested that the mechanism of Spleen Qi Deficiency is

closely related to the abnormal energy metabolism, and the TCM theory of Spleen dominating
muscles might have its scientific basis.

Key word Spleen Qi Deficiency, skeletal muscle, energy metabolism, energy charge, enzyme,
trace element |
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Sequential Observation on the Influence of Artificial Wind-Cold Environment to
Immunologic Funetion of Mononuclear Phagoceytic System in Mice

Chen Xin (B8 ), Ou Ying-xin (R#& %) %, Chen Jie-wen (BEEL) %
Shenzhen Red Cross Hospital , Clinical institute of integrated TCM and WM,
Shenzhen (518029)

# Guangzhou TCM Caflege, Guangzho

According to 'TCM theory of 5ix Evils, the Wind-Cold is one of the pathogen, In order to tind
the mechanism of Wind-Cold in causing disease, the effect of subacute Wind- Cold st,lmulatmn on the
phagecyte immunization in mice was observed. Results showed that through exposing in th Wind-
Cold environment, the reticuloendothelial system (RES) clearance function and the hydrogenperoxide
releasing of peritoneal macrophage were suppressed. Saqﬁential Dbserva_tidn showed that the peak
-of immunesuppression occurred on the 3rd day after stimulation and began to normalize at 5th day.
These results suggested that Wind-Cold stimulation could inhibit temporary phagocytosis of
macrophage and bacteriocidal effect. Action of unmunosuppression was believed to be produced by
the increase of stress hormone after stimulation. Results also suggested that the pathogenic action
of Wind-Cold on disease i1s somewhat related with the suppression of nnnslztecifit cellular immunity.

Key word Wind-Cold environment, phagocytosis, reticuloendothelial system, macrophage
(Original articie on page 739)



