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Patient A

>

Patient B

Patient C

Renal replacement
therapy

Creatinine clearance

Time

Fig. 1. Depiction of three hypothetical patients with
IgA nephropathy who have an identical
clinical course to illustrate lead-time bias.
Patient A is identified at the beginning of
the disease. Renal survival is 125 years,
CrCl0 is 110 mL/min and slope Cr(Cl is
-6.17 mL/min/year. Patient B is identified
after 5 years but with preserved renal func-
tion. Renal survival is -7.5 years, CrCl0 is
110 mL/min and slope CrCl is —123 mL/
min/year. Patient C is identified after the
development of renal impairment. Renal
survival is 2.5 years, CrCl0 is 75.6 mL/min
and slope CrCl is -26.9 mL/min/year. In
this model CrCl0 predicts slope CrCl even
in patients with impaired renal function at
presentation (Geddes CC et al, Nephrol
Dial Transplant 18:1541, 2003).
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