Young CPHIV Have Low Proinsulin to C-Peptide Ratios That
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Inversely Correlate With T-Cell Exhaustion
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Introduction Results
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We quantified plasma levels of proinsulin (TECO intact proinsulin A 0.01 10 0.0001 - . . . .
' ' Fig 2. Correlations between PI:C and (A) CD4% and (B) HIV viral load in CPHIV 0-5 years (orange) or 5-20

ELISA) and C-peptide (TOSOH immunoassay) in 200 Kenyan HIV- ART- ART+ HIV- ART- ART+ HIV- ART- ART+ y (A (B) vears forange)

years (blue). PI:C did not correlate with (A) CD4 T % in 0-5y old or 5-20y old CPHIV. PC:C also did not show
correlations with (B) HIV viral load (log RNA copies/ml) in ART- CPHIV. ns: not significant.

children who were HIV unexposed (HIV-) and CPHIV who were

Fig 1. Proinsulin, C-peptide and PI:C ratios in CPHIV. Comparison of (A) Proinsulin, (B) C-peptide and (C) PI:C in CPHIV 0-5 years (orange) or 5-20 years (blue). Compared to

treatment naive (ART-) or virally suppressed on treatment (ART+) HIV-, 0-5y ART- group had lower PI:C (C) and proinsulin levels (A), whereas ART+ trended toward lower PI:C (C). In 5-20y, ART+ had lower PI:C (C) and both ART- and ART+
aged 0-5 years (“0-5y” n=28 ART-, 21 ART+, 36 HIV-) and 5-20 had a higher C-peptide level (B) than HIV- children. P values less than 0.05 are shown.
vears (“5-20y” n=41 ART-, 28 ART+, 46 HIV-). We calculated PI:C Conclusions
and assessed its correlations with HIV viral load, CD4 count, CD4%, Figure 3. PlI:C and Inflammation _ _
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Fig 3. Correlations between PI:C and (A) CRP, (B) sCD14, (C) sCD163, (D) CD38+HLA-DR+ CD8 T, (E) IFABP in CPHIV 0-5 years (orange) or 5-20 years (blue). PI:C did not correlate with levels of (A) CRP, _ _ _ - o
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