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WFZep R OMEEE (FiS0) : MABEPN K Na, K-ATPase BEZTETEDORIE & Ussing chamber & V=R
VITREBEDRITE ATV, TRV AV B IO AU N AIEN B HINO Na, K-ATPase J& 1
 ERESERZERFERENTZ, TF Y AV 1% Na, K-ATPase BELEMINC LY, /214
2V L, PRC IEME(LRRIE 241 L, Na, K-ATPase D U U f{kiZ X 0 Na, K-ATPase Z 1&MEAL L T

WD ZENRHLENE ST,

WFZER R OMEEL  (3230) @ We measured Na, K-ATPase enzyme activity and pump function of the corneal
endothelial cells with the use of an Ussing chamber. Our results suggest that dexamethasone and insulin
stimulates Na, K-ATPase activity. The effect of dexamethasone activation in these cells is mediated
by Na, K-ATPase synthesis and insulin activation is mediated by dephosphorylation of

Na, K-ATPase via PKC activation.
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