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Age (years) Shearer et al., 1997 NEJM
Sandberg et al., 2003 JI
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A unique study of a set of monozygotic twins infected at birth from their mother g.’
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Clinical Observations for Monozygotic Twins Future Directions

Date of birth 03/31/1990
Twin B was born 15 minutes before her Twin A
Twin B is doing much worse overall than Twin A who is thriving

Test whether thriving Twin A’s PBMCs can inihibit non-thriving Twin B’s viral replication

Test role of apoptosis:
-FLIP, Bcl-2, TNF and TRAIL

Non-thriving Twin B is the smaller of the two, but has never had any opportunistic infections. 1.35 6.25 (i Sequence HIV gene products to measure immune evasion
Thriving Twin A had active TB at 17 months LMeasure T-cell maturation status
Thriving Twin B was PPD positive, but had no active disease - CFSE

Test role of opportunistic infections in immune-protection

Both Twins started Protease Inhibitor therapy (ritonavir) in 09/1996




