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Study on M echanisn of Broiler A scites III. Effect of L ow
Temperature on Broiler L eft Ventricular and Right Ventr icular

HeCheng LeiLei LianglL icheng Xia Guoliang
(College of V eterinary M edicine, CAU )

Abstract The ventricular function of A vian broilers exposed to low temperature on day 15
wasmeasured using SV U P-2A Biological Information Systen Instrument The resultsare as
follow s The pulmonary artery pressure (PAP), right ventricular systolic pressure
(RV SP) and RV + dp/dt increased significantly as comparedw ith control groups The PA P,
RV SP and RV + dp/dt of ascites broilers anounted to maximum significantly as compared
with treated groups and control groups The function of broiler’ s left ventricular was
firstly analyzed in low temperature ThelLV + dp/dtw as elevated on day 28, left ventricular
systolicpressure (LV SP) increased significantly on day 35 after exposed to cold, but did not
show significantly in early cold time A sascite broilersw ere concerned, theLV SP andLV +

dp/dt decreased significantly as compared with treated groups The packed cell volume
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(PCV) in treated groups risen significantly on day 35 and did not paralleled to the progress
of PA P'sincreasing Thepresent resultsals show ed that RV SP had highly correlationw ith
PAP(Q 502 Q 826), but had poor correlation with RV + dp/dt in initial cold stress time
The experiment mplied that RSV P and RV + dp/dt increased after exposed to low tempera-
ture instead of decreasing, the increasing of RV SP isingired by cold stressin early time and
not by the result of high pulmonary artery pressure RV SP’ s elevation undertakes both cold
stress and high pulmonary pressure in middle period and later time T he function of LV SP
and LV + dp/dt showed recuperation in middle cold phase The increasing function of left
ventricular may has association w ith heavy burden in right ventricular. T he left ventricular is
contributed to development of broiler ascites T he elevation of PCV isnot amain cause that
triggers the development of high pulmonary pressure in initial cold stress
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