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Effect of Qindan Particles on Acute Physiological Change in Rats with Heatstroke

GAO Juntao', WAN Peng', WANG Chunyan', XIE Wei', HE Zhiying’, DONG Jiagi’, WANG Yidong’,
ZHANG Qi’ (1. Department of Physiology, Jinlin Medical University, Jinlin 132013, China; 2. Clinical
Medical School, Jinlin Medical University, Jinlin 132013, China)

ABSTRACT Objective To investigate effect of Qindan particles on acute physiological change in rats under heatstroke,
and to explore its mechanism. Methods Male anesthetized Sprague Dawley rats were randomly divided into normal control
group, model control group, Qindan low-dose group, Qindan middle dose group and Qindan high-dose group. The model control
group and Qindan groups were orally administered with vehicle (0.9% sodium chloride solution) or Qindan 10, 20 and 40
g-kg ™! for 30 days, respectively, followed by exposure to heat (42 °C for 75 min) before recovery at room temperature ( RT, 24
°C ). The normal control group rats were treated with vehicle and were kept at room temperature. Core body temperature (Tc) ,
heart rate (HR), mean arterial pressure (MAP) and systolic arterial blood pressure (SAP) were monitored. After the thermal
damage, blood was collected immediately and the serum superoxide dismutase (SOD), malondialdehyde (MDA), total nitric
oxide synthase ( TNOS), induce nitric oxide synthase (iNOS) levels were detected. Part of the rats recovered at room
temperature, and the time of death was observed. Observation of liver tissue pathological changes was carried out also. ~ Results

The Tc, MDA and iNOS in heatstroke model control group rats were (41.05 +0.30) °C, (11.66 £2.25) wmol - L',
(23.66 £2.05) U-L™", respectively, significantly higher than those of normal control group. The level of serum SOD was
(291.22 +51.17) U-mL™", significantly lower than that of normal control group. After 60 min, the values of HR, MAP and
SAP were maxed at (474.13 +18.40) beat-min~", (138.35 +6.51) mmHg, and (187.12 +7.85) mmHg, significantly
higher than those of normal control group. After 75 min, the indexes fell rapidly to (309. 58 +22.47) beat-min~", (104. 11 =
4.26) mmHg, and (140.46 +6.74) mmHg, respectively. The levels of Te, MDA, iNOS fell to (39.94 +0.17) C, (7.90
1.57) pmol-L™", (17.20+1.57) U-L™" and SOD rose to (373.51 +38.78) U-mL™" in Qindan particles high-dose group.
After 75 min, the values of HR, MAP and SAP rose to (409. 58 £22.50) beat-min~', (124. 11 £7.26) mmHg and (172. 85
+4.09) mmHg.  Conclusion (Qindan particles can delay the onset of heatstroke and reduce the thermal damage, playing a
protective role in rats under heat stress. This protective effect may be related to relieving oxidative stress reactions.
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A. normal control group; B. model control group; C. high-dose Qindan group

Fig.2 Histopathological changes of livers in three groups of rats( HE staining, x400)
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Influence of Galectin-3 on Cisplatin Sensitivity of Epithelial Ovarian Cancer Cell Lines
LU Huaiwu, LIU Yunyun, WANG Dongyan, LIN Shaodan, XIE Lingling, LIN Zhongqiu ( Department of

Gynecological Oncology, Sun Yai-sen Memorial Hospital, Sun Yai-sen University, Guangzhou 510120, China)
ABSTRACT Objective

cancer ( EOC) cell lines and the associated mechanisms.

To investigate the impact of Galectin-3 ( Gal-3) on cisplatin sensitivity of epithelial ovarian
Methods SKOV3 and OVCAR3 cells were transfected with siRNA



