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[ Abstract] Objective To study the protective effect of Methylprednisolone on the heart function of the brain
dead pig donor. Methods We randomized 12 healthy Xishuanghanna Miniature pigs into two groups: control group
and hormone group. Pigs in control group were given Ringer solution and Dextran—20, pigs in hormone group were
given additional intravenous infusion of Methylprednisolone. We performed craniotomy and intracranially placed
Foley balloon catheter by slowly increasing intracranial pressure intermittently to establish pig brain—death model.The
data including heart rate, MAP, CVP, LVEF and total volume of urine (TVU) were recorded, and the
pathological changes of myocardium were observed simultaneously. Results The LVEF and mean arterial pressure
(MAP) of pigs significantly increased in the hormone group compared with the control group (P <0.05). The fall
degree was significantly slower in the hormone group than the control group (P<0.05). The pathological section of
myocardium (HE) showed uneven hypertrophy and elongation of cardiac muscle cells, oligochromasia of cytoplasm
and muscle fibrils, infiltration of inflammatory cells and local hemorrhage in myocardia of pigs in the control group,
and hypertrophy and elongation of cardiac muscle cells, oligochromasia of cytoplasm and muscle fibrils, no
infiltration of inflammatory cells and local hemorrhage in myocardia of pigs in the hormone group. Conclusion
Methylprednisolone plays an important role in the protection of the heart function of the brain dead pig donor and can
improve cardiac hemodynamic of the brain death donor.
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Tab. 1 Comparison of MAP, CVP and LVEF at different time point between two groups (X +5)

S MAP(mmHg) CVP (emH,0) LVEF (%)
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Fig. 1 The changing tendency of T3 and T4 at different time point in hormone group and control group
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Fig. 2 The pathological pictures of myocardia of pigs in each group
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