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Fig 1 Internalized Fe as a function of medium Fe concentration by
reticulocytes after 1h at 37 ‘C. Results are the mean of two

determination.
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Fig 2 Effect of pre— treating reticulocytes with PI— PLC(300 U/
L) on Fe uptake. x £=s. n=>5.
P> 0.05 vs control goup.

2 AR H] PI—PLC X 4 24 21 40 A Bk fk ) s i

= . NiH] pronase ZJ&, FEA ] PI—PLC 4 24
LA Kk SE Y B2

NE BRIEA 140 AR T4 e Bk R 1 24k, S
FRH ponase f 52 14 253, B8 5 AE B B I
PI— PLC, 45 N pronase J&i, FR A PI— PLC 41
PR 2R 79 0. 87 pmol/10° cell, B45 ] pronase

204 1.22 pmol/ 10° cell, BT # Wl BT 5 % P<<
0. O1; [AI B %9 22T 20 o 5% HORE & 2 21 3% | 1
k. ponaset PL—PLC 2H°4 0. 49pmol/ 108cell, Hi 4{i
F pronase 209 0. 598 pmol/ 10° cell, A1 75 B S5 A

Tat (& 3).
= 15, [3pronase mm pronase+PI-PLC
8
=
S 10t fd
=)
E
& %
205}
s
5
@ 0
Cytosol Heme

Fig 3 Hfect of pre— treating reticulocytes with pronase (1 ¢/ 1)
and PI— PLC(300 U/ ) on Fe uptake. x=+s. n=>5.
“P<0.01, “P<0.05 vs contol group.
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Role of P97 in non— transferrin bound iron uptake
by rabbit reticulocytes
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[ Abstract]  AIM: To investigate the possible role of P97 in non— transferrin bound iron uptake by rabbit
reticulogytes. METHODS: The iron uptake were measured by the method of radioisotope (PFe). RESULTS: (1)
Only PI—PILC treatment had no apparent effect on iron uptake by reticulocytes (P=>0. 05); (2) Reticulocytes, pre-
treated by pronase and then by PI—PLC, give a significant decrease in iron uptake in cytosol and in heme (P<C
0.01). CONCLUSION: The esults support the possibility that P97 might be able to be expressed on the membrane
of reticulocytes and plays a role in non— transferrin bound iron uptake by this type of cells in the rabbit.
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