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Elderly patients are frequently late presenters

Concurrent HIV/AIDS Among Persons Diagnosed with
HIV in US in 2006, by Age Group
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Comparison of the Late Presenter Profile Across Europe

Late Late Late Late Delayed
presenters diagnosis presenters diagnosis access to
CD4+ CD4+ count CD4+ count | care
count <200 <200
<200 cells/mms3 cells/mm3 or
cells/mms3 AIDS at
diagnosis
15.3% 33% 33.7% 33% 35.7%
AFemale ANon AFemale fOlder age | AMigrant
Metero- Caucasian | Aeterosexual | AMale sex women
sexual ANon-MSM | ABlack-African | Ammigrant | AMigrant and
ABlack- £Older age | ethnicity non-migrant
African men
ethnicity

1. Sabin CA, et al. AIDS 2004;18:2145-2151.
2. Sullivan AK, et al. BMJ 2005;330:1301-1302.
3. Waters L, et al. HIV Med 2010 [Epub ahead of print].
4. Delpierre C, etal. Int J STD AIDS 2007;18:312-317.
5. Lanoy E, et al. Antivir Ther 2007;12:89-96.




i Comparison of the Late Presenter Profile Across Euror

Delayed HIV Late diagnosis | Late diagnosis | AIDS within 3
diagnosis CD4+ count CD4+ count months of

<200 cells/mm?3 | <200 diagnosis

or AIDS at cells/mm3 or

diagnosis AIDS within 1

month

35.6% 43.8% 29% 45%
A ower education KOlder age KOlder age Adeterosexual
level Avale KOlder age
Adeterosexual A-oreign origin

ADUs
Ancommon HIV
transmission
mechanisms
compared to gay men
AMore common in _

6. Spbrino-Vegas P, et al. Curr HIV Res 2009;7:224-230 .
men and older 7. Castilla J, et al. G4c Sanit 2006:20:442-448.

peo pIe 8. Girardi E, gt al. J Acquir Immune Defic|Syndr 20041;36:951-959.
9. Brannstréom J, et al. Int J STP AIDS 2005;16:702-706.




Proportion of patients > 50yearsin CCASAN&t
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Proportion of patients > 50yearsin CCASANet
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Riskfactorsin 7 sitesin Latin America
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I Riskfactorsin LAQpatients. Smoking

. - 19-66% of LA@atients
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Riskfactorsin LAQpatients: HTA

35 19-32% of HIV LAC
patients have HTA
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i Riskfactorsin LAQoatients: Obesity

36%-55% of LAC patients
60 527 22 50 have BMI >25
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A Associated to higher frequency or HAND
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Risk FactorsDyslipidemia
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LAC, Cahn, Porto Alegre,Pernambuco, Puerto Rico, Riode Pernambuco,Porto Alegre, Sao Paulo, Londrina, Pernambuco,
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B High LDL: 19%30%
B Low HDL: 39%00%
" HighTG: 36%6%




Pathogenesi®f HIV andagingsharesimilarities,
common link may be inflammation
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m The surprising link betweer J)\ J nd

HEARTATTACKS, CANGERJAIZHHMER'S and otherdSBases
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Immunosenescence. A natural process

Memory Memory Immuno-
generation homeostasis ~_senescence
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The life and death of a T cell

Inflammation (inflam-aging)
Pathogens: Viruses (CHRONIC CMV), bacteria (MICROBIOTA?)
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Immunosenescence. A natural process

Cells undergo a limited number of divisions. This
number is controlled by the guality of the chromosome
ends (TELOMERS)

nll

Cells with damaged (short) telomers undergo apoptosis
or become refractory to division signals (senescence)

J. Blanco



AShorthexonucleotiderepeats
at ends of chromosomes

AProtect theDNA
ATelomeres are shortened Telomere length is shorter in
during each celilivision healthy elderly and young HIV+

Alf telomeres shorten, cells age

AClassical marker of immune
ageing

HearpsA et al AIDS 2012; 26: 843



