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1. Mitosis vs Meiosis :

2. Osmosis vs diffusion

3. Population vs species

4. Seed vs spore |

5. Annelid vs arthropod
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1. Bottleneck effect

2. Transpiration

3. Prokaryote

4. Protist

5. Carrying capacity
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How sickle-cell carriers fend off malaria (& 7] ! 4 fiEg % JR 2 4o {7 36 8 JE JE )
By Catherine de Lange (4% % » &/E%03:E)

( X E & 4% & New Scientist: Daily News, 5 May, 2011)

The elusive mechanism by which people carrying the gene for sickle-cell disease
are protected from malaria has finally been identified. This could point to a

treatment for malaria.

People develop sickle-cell disease, a condition in which the red blood cells
are abnormally shaped, if they inherit two faulty copies of the gene for the
oxygen-carrying protein haemoglobin. The faulty gene persists because even
carrying one copy of it confers some resistance to malaria.

Now Miguel Soares and Ana Ferreira of the Gulbenkian Institute of Science
in Oeiras, Portugal, and colleagues have discovered how mice that have been
genetically modified to carry one version of the faulty gene are protected from
malaria. Their results show that the gene does not protect against infection by
the malaria parasite, as was previously thought. Instead, it prevents the disease
taking hold after the animal has been infected.

Soares’s team found that haem — a component of haemoglobin — is present
in a free form in the blood of mice with one faulty haemoglobin gene, but largely
absent from normal mice. To find out whether this helped guard against malaria,
the team injected haem into the blood of normal mice before infecting them with

malaria. The mice did not develop the disease.
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