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A New Method to Make Left Ventricular Aneurysm Pig Model with Obvious Ventricular Dysfunction and Remodeling as Evaluated by Gated
#mT¢ — MIBI SPECT Perfusion and Gated *F — FDG PET Metabolic Imaging. Ke Yutong, Tian Yi, Tian Congna et al. Department of Nucle-
ar Medicine ,State Key Laboratory of Cardiovascular Disease, Fuwai Hospital, National Center for Cardiovascular Diseases, Chinese Acade-
my of Medical Sciences and Peking Union Medical College, Beijing 100037 ,China

Abstract Objective To assess a new method for establishment of pig model with left ventricular aneurysm ( LVA) leading to left
ventricular (LV) dysfunction and remodeling by gated *"Tc — MIBI SPECT perfusion ( GSPECT) and gated '*F — FDG PET metabolic
(GPET) imaging. Methods Sixteen Chinese Mini — Pigs were included in our study and LV Aneurysm was induced by occlusion of left
circumflex artery (LCX) and then placing an ameroid constrictor at proximal left anterior descending artery (LAD). On the 4™ week after
surgery , total perfusion defect(TPD) , percentage of viable myocardium ( Mismatch) , LV ejection fraction ( LVEF) , end diastolic volume
(EDV) and end systolic volume (ESV) were evaluated by GSPECT and GPET. LV aneurysm was defined as with one or more dyskinetic
or akinetic and with wall thickening disappeared myocardial segments revealed by GPET. Results The death rate was 31.2% (11/16) in
surgery, the survival rate was 100% and 54.5% respectively on the 1" and on the 4™ week. LV aneurysms were confirmed in eight pigs on
the 8" week by pathological results. Eight pigs took part into GSPECT and GPET imaging protocol and were divided into two groups accord-
ing to imaging results on the 4" week after surgery. Compared with myocardial infarction( MI) group, there was progressive increase in left
ventricular end diastolic volume (LVEDV) and left ventricular end systolic volume (LVESV) at LV aneurysm group (P <0.05). LV e-
jection fraction ( LVEF) and percentage of viable myocardium were significantly decreased at LV aneurysm group (P <0.05). Conclusion
Through GSPECT and GPET imaging,we found that ligation of the distal end of LCX and installation an ameroid constrictor at the proximal
LAD play an important role in establishing LV aneurysm pig model, accompanied with obvious LV remodeling.
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Ginsenoside Rd Protects the Infected with Mtb of Neutrophils. Wang Wenjing, Feng Guodong, Zhao Qing et al. Department of Neurolo-
gy, Xying Hospital, The Forth Military Medical University, Shaanxi 710032 ,China

Abstract Objective To study the influence of Ginsenoside Rd on the apoptosis rate of healthy adults’ peripheral blood and the
PMN in TB infection model. Methods As for the methods, the PMN of healthy adults peripheral blood were taken and divided into three
groups. The first group was the co - cultivation of PMN and Ginsenoside Rd. The second group was the co — cultivation of PMN, mycobac-
terium tuberculosis attenuated strain (H37Ra) and Ginsenoside Rd. The third group was the co — cultivation of PMN, human subcutane-
ous injection bacillus Calmette Guerin (BCG) and Ginsenoside Rd. All control groups were added the same volume of propylene glycol.
The PMN in each group were respectively cultivated for 24h and 48h. Flow cytometry was adopted to detect the apoptosis rate of PMN.
Results After being cultivated for 24h, when the concentration of Ginsenoside Rd was 100pmol/L, the apoptosis rate PMN was signifi-
cantly lower than the control group (P <0.05). After being cultivated for 48h, when the concentration of Ginsenoside Rd was 100 wmol/
L, the apoptosis rate of PMN in the first group and the third group significantly reduced (P <0.05). There was no significant difference
in the second group. Conclusion Ginsenoside Rd in high concentration can inhibit the apoptosis of normal and PMN in TB infection
model, improve survival rate of cells and extend the survival time of cells.

Key words Ginsenoside Rd;Neutrophils; Tuberculosis ; Apoptosis
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