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cell

Red blood
cells contain
several hundred

hemoglobin molecules
which transport oxygen -&

ny%en binds to heme on
the hemoglobin molecule
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) Normal red blood cells

Mormal
red blood
cell (RBC)

RBCs flow frealy
within blood vessel




EAhnumaF, sickled, red blood cells

(sickle calls)
Sickle cells
blacking

Cross-saction of sickle cell

Sticky sickle calls

Abnormal
hamoaglobin
farm strands
that cause
sickle shape
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Fig. 15.5 Haemophilia A
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