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Lanes 1 & 8: cells transfected with vector.
Lanes 2 & 9: cells expressing wild type PrP.
Lanes 3 & 10: cells expressing PrP-HA type 1.
Lanes 4 & 11: cells expressing PrP-HA type 2.
Lanes 5 & 12: celis expressing PrP-HA type 3.
Lanes 6 & 13: cells expressing PrP-HA type 4.
Lanes 7 & 14: cells expressing PrP-HA type 5.
Lanes 1-7: total lysate prebed by 3F4.

Lanes 8-14: PrPSc fractions probed by 3F4.

Lanes 1 & 8: cells transfected with vector.

Lanes 2 & 9: cells expressing wild type PrP.
Lanes 3 & 10: cells expressing PrP-LDLR type 1.
Lanes 4 & 11: cells expressing PrP-LDLR type 2.
Lanes 5 & 12: cells expressing PrP-LDLR type 3.
Lanes 6 & 13: cells expressing PrP-LDLR type 4. .
Lanes 7 & 14: cells expressing PrP-LDLR type 5.
Lanes 1-7: total lysate probed by 3F4.

Lanes 8-14: PrPSc fractions probed by 3F4.

Lanes 1 & §: cells transfected with vector.
Lanes 2 &'6: cells expressing wild type PrP.
Lanes 3 & 7 cells expressing PrP-LAT.
Lanes 4 & 8: cells expressing PrP-LATdel.
Lanes 1-4: total lysate probed by 3F4.
Lanes 5-8: PrPSc fractions probed by 3F4.
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