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BACKGROUND Table 1
Nelfinavir exhibits potent anti-cancer properties against a range of

Baseline characteristics of eligible D:A:D participants
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tumour types.! However, in 2006/07, nelfinavir supplies were — —
accidently contaminated with ethyl mesilate, a known carcinogen.? ot of IV aceuiiton o ob s E?;Efi
This analysis investigated the association between nelfinavir and Othrtrknoun 2647 (63%)
cancer risk in a large cohort of HIV-positive persons. Smoking status NEUEEV Q}}} %222;

CD4 count (cells/mm3) (n=39956) Median (IQR) 434 (282, 620)
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D:A:D participants were followed from the latest of 1/Jan/2004 or repatiis G antbody {ZIW 228298520 Eiggfi
D:A:D study entry (baseline), until the earliest of a first incident cancer e et le e racalert on el g
diagnosis, 1/Feb/2014, death, or 6 months after the last visit. We PRI T AL -
performed analyses on all cancer types, AlIDS-defining, non-AlDS- S8 ihe s o e 1B aBUS i U el e

defining, and non-infection-related cancer types. Poisson regression
models were used to assess associations between cancer incidence
. . . . . Table 2
and CumU|atIV6 nelﬂnaV'r eXpOSUl'e, Current ne|f|naV|r exposure, and Association between cancer and A) cumulative exposure (per additional 5

. . . years), and B) current exposure to different antiretroviral therapy regimens
exposure to pelﬁpavw between 1/\.JuI/2006 apd 30/Jun/2007 (the period R B N T [
iIn which nelfinavir was most heavily contaminated).
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 Baseline characteristics of included persons are shown in Table 1.
« 42,0006 participants contributed 303,005 person-years of follow-up. o cument | Al | ADSdefining | Non-AIDS-defining | Non-infection-related |
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nelfinavir exposure. During follow-up, 8,781 individuals contributed | e R ey e R e s B
4,376 person-years of nelfinavir use; 1,063 of whom were Sl osor 10 007 078055 110) 016 088071 108) 021 07(075,129) 084
potentially exposed to contaminated nelfinavir. = edslatiell iR

+ Overall, 2,279 cancers were diagnosed at a rate of 0.75 (95%C| e EEEE A i RS
0.72-0.78) per 100 person-years; 810 were AIDS-defining (0.27

[0.25-0.29]), 1,469 were non-AlDS-defining (0.48 [0.46-0.51]), and
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Figure 1 |ncidence (per 100 person-years) of cancers amongst participants

/63 were non-infection-related (0.25 [0.23-0.27]). that used nelfinavir between { July 2006 and 30 June 2007

« Greater cumulative exposure to nelfinavir and current use of Al AIDS
nelfinavir were not associated with a reduced cancer risk compared o7 boo O
with use of other protease inhibitors (Table 2A and 2B, |: + o
respectively). o .o

* Incidences of the cancer types evaluated were similar amongst O vt e v wevomar gt
individuals exposed to potentially contaminated nelfinavir and other ‘ Non-AIDS ~ Non-infection related
nelfinavir users (Figure 1). + oo

* These comparisons remained similar when adjusted for important < b . on
demographic variables and hepatitis status (Table 3). 01 | o .

C O N C L U S I O N S Error bars represent 95% confidence interval. NFV=nelfinavir.
Nelfinavir use was not associated with reduced cancer incidence

compared to other protease inhibitor regimens. It appears the 2006/07 ...

carcinogenic contamination of nelfinavir did not increase cancer Association between cancer and nelfinavir exposure between
. . . 1 July 2006 and 30 June 2007
incidence Iin those exposed.
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