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Mechanism of Arrhythmia in Adriamycin — Induced Cardiomyopathy Rats. Shan Xiaotong, Yang Chen, Wang Yilin, et al. Inner Mon-
golia University For the Nationalities,Inner Mongolia 028000 , China

Abstract Objective Study on the pathogenesis of arrhythmia in adriamycin — induced cardiomyopathy rats. Methods Twenty
healthy male wistar rats weighing 200g were randomly divided into normal control group (n =10) and doxorubicin group (n =10) after
one week of adaptation. The adriamycin group received intraperitoneal injection of doxorubicin 2mg/kg intraperitoneally in one week and in
the control group, 0.9% NaCl (2ml/kg) was injected intraperitoneally three times, and the rats were allowed to diet for 4 weeks after
stopping. The left ventricular end - diastolic diameter, left ventricular end — diastolic thickness and left ventricular ejection fraction were
measured by color Doppler ultrasonography after 7 weeks, and the myocardial fibrosis was observed by VG staining. Pathological changes
of left ventricular cardiomyocytes were observed by scanning electron microscopy. The expression of connective tissue growth factor ( CT-
GF), transforming growth factor - 1 (TGF - 1), N - cad and DSG2 in myocardium of rats were detected by ELISA. The expression of
Cx40, Cx43, p — Cx43 protein was detected by Western blotting in the myocardium of the two groups. Results Compared with the control
group , adriamycin group was more prone to ventricular remodeling, and more prone to arrhythmia. In the electron microscope, the damage
of intercalated disc of adriamycin group was serious and the gap was widened. The pathologic score of adriamycin group was significantly
higher than that of the control group by VG staining( P <0.05). The expressions of CTGF and TGF - B1 were significantly increased in
the adriamycin group and the expressions of N — cad, DSG2, Cx40, Cx43 and p — Cx43 in the ventricular myocytes were significantly de-
creased. Conclusion Adriamycin ADR group leading to arrhythmia may be due to ventricular fibrosis, intercalated disc structure damage,
gap junction remodeling and other reasons.

Key words Adriamycin — induced cardiomyopathy; Left ventricular fibrosis; Gap junction; Intercalated disk
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Clinical Significance of Mean Platelet Volume Variation in Acute Pancreatitis and Its Value in Evaluation Therapeutic Effect. Zhang Meng-
ran, Zhang Mei, Sun Shuchun. Gastroenterology Department, Xuanwu Hospital Capital Medical University, Beijing 100053, China

Abstract Objective To investigate the possible role of mean platelet volume and its value as a therapeutic effect in acute pancrea-
titis (AP). Methods Data of 78 cases of AP and 40 cases of negative control were retrospectively analyzed. Mean platelet volume
(MPV) ,platelet counts (PLT) , platelet distribution width (PDW) , leucocyte count (WBC) ,C reactive protein ( CRP) and serum level

|h th

of calcium (Ca’* ) were measured and analyzed on the admission day, 3" and 7" day. Results The MPV values were elevated obvi-
ously in AP group on the admission day. Moreover, the MPV values of SAP group were significantly higher than those of MAP group on the
admission day. The MPV values were decreased at 5 days and 7 days after admission followed by a increasing at 3 days in SAP group.
Furthermore, the MPV value of SAP group at every time point was significantly higher than those of MAP group. The MPV values of AP

patients showed a significant reduce after treatment. Conclusion MPV was associated with the severity and the treatment effect of acute

pancreatitis.
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