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Fig. 8 EF-hand motifs within Hkrip
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Fig. 19 Sensitivity to HM-1 toxin
of KREG6 and kreé6A cells

Table | Methylation analysis of cell wall g-glucans
from KRE6 and krebA celis

Alkali-soluble Alkali- and acid-

Alditol acetates Linkages glucan insoluble glucan

KRE6 kre6A KRE6 kre6A
2,3,4,6-Tetra-O-Me-Glc G 1.1 1.2 1.1 1.0
2,4,6-Tri-O-Me-Glc <G 121 109 14.5 15.1
2,3,4-Tri-O-Me-Glc *G* 3.3 1.9 20 1.3
2,4-Di-0-Me-Glc 3G+ 1.0 1.0 1.0 1.0
Gy, 37 57 73 116
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