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Diagnostic Significance of Microcirculation
Inflammation in Renal Allograft
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ML Zgol] W o] AA BEES HuHE W g>1, pte>2, g+pte>121 A$7F 42 g=0, pte=0, g+ptc=02] 7-§-Hr} ]2

AEEO] FYs W& AL FRlepgieh. stk Ml #ojate AFTHEE WMoz F18el=tl, C4d%¥d ABMR, C4de%
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