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Mechanism and protection of electro-acupuncture at Zusanli points (2 = 2 5%) on the apoptosis of thymocytes
in rats with severe abdominal infection LEI Shu, JIANG Rong-lin, WU Jian-nong, ZHU Mei-fei, ZHI
Yi-hui. Intensive Care Unit, The First Affiliated Hospital of Zhejiang Chinese Medical University, Hangzhou
310006, Zhejiang, China

[Abstract] Objective To study the influence of electro-acupuncture (EA) at Zusanli points (2 =B %)
on the apoptosis of thymocytes in rats with abdominal infection and its mechanism. Methods A total of 40
Sprague-Dawley (SD) rats were randomly divided into four groups, including normal control group, model
group, non-acupoint group and Zusanli group. The abdominal infection model of rat was made by cecal ligation
and puncture (CLP). After abdominal cavity infection for 36 hours, the apoptosis of thymocytes was observed
under electron microscope and light microscope, and the apoptosis ratio of thymocytes was determined by
Annexin V -PI method with flow cytometry technique. The content of Bcl-2 protein of thymocytes and
concentration of corticosterone in plasma were determined. Results Abdominal infection resulted from CLP
could significantly increase the apoptosis of thymocytes and lead to the typical histopathological changes of
apoptosis of thymocytes under electron microscope and light microscope. Apoptosis ratios of thymocytes in
model group ((44.7 £ 3.3)%J, non-acupoint group ((42.7+3.0)%) and Zusanli group ((32.6+3.3)%)
were significantly higher than the ratio in the control group ((21.2+2.3)%, all P<{0.05]. And apoptosis
ratio of thymocytes in Zusanli group was significantly lower than the ratios in model group and non-acupoint
group (both P<C0.05). Abdominal infection resulted from CLP could increase the plasma concentration of
corticosterone. The plasma concentrations of corticosterone in model group ((353.1 &+ 75.8) pg/LJ,
non-acupoint group ((370. 7% 81.0) pg/LJ and Zusanli group ((348. 6+ 77.9) pug/L) were significantly higher
than the concentration in control group ((161.2+46.5) pg/L, all P<<0.05). But there was no significant
difference among model group, non-acupoint group and Zusanli group (all P>>0.05). Abdominal infection
resulted from CLP also could reduce the content of Bcl-2 protein of thymocytes. The content of Bel-2 protein
of thymocytes in model group (71. 245. 6), non-acupoint group (73.5=+5.9) and Zusanli group (82.4+6. 8)
were significantly lower than normal control group (95.3+ 6.3, all P<<0.05). And the content of Bcl-2
protein of thymocytes in Zusanli group was significantly higher than those in model and non-acupoint groups

(both P<C0.05). Conclusion EA at Zusanli points can significantly reduce the apoptosis of thymocytes in rats
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with abdominal infection resulted from CLP and the mechanism may be closely associated with the increasing

content of Bel-2 protein of thymocytes.
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