


Supplemental Fig. 2. Analyses of the significance of mutation position in PKD1 and PKD2 to renal
disease severity

PKD1 (A, B) and PKD2 (C, D) are assayed by eGFR (A, C) and htTKV (B, D). The positions of the mutations
in PKD1 and PKD2 were divided at the midpoint of the coding region and are illustrated here as the codon
position in the corresponding protein. No significant difference was seen between mutations 3’ compared to 5°
of the midpoint for PKD1 with eGFR (A) or htTKV (B) and PKD2 with eGFR (C) or htTKV (D; Table 2).



Supp. Fig. 3 PKD2 population

A ) — Truncating — Truncating
NS . " Non truncating B 24 " Non truncating ° .
- .
% o o ° o o
8_ l\._ o AOO °o o
-~ o 3) A o A
o 9 o
m —
Q] o
© <
2 =
o |
©
o
<
P=0.34 ot e T
20 30 40 50 60 15 20 25 30 35 40 45 &0
Age (y) Age (y)

Supplemental Fig. 3. Analyses of PKD2 mutation type (truncating or non-truncating) and renal function
Neither by eGFR (A; non-truncating relative to truncating) or htTKV (B) was there a significant difference
between the mutation types (Table 2).



Supp. Fig. 4

@1 PKD2 .
- Male °
4 Female
© R o AO A R
/_\O o ’ ° A & Ako
(@) o °
Q o Z oA
> < A, O ¢ _ -
O % 2.3
-._]_‘ R ” OAA’ o o
< . L °
N - .
’ﬁ// - N So o
o >p=066 ° o
15 20 25 30 35 40 45 50
Age (y)

Supplemental Fig. 4. Analysis of the PKD2 population shows that female htLCV is not significantly
larger than males (Table 2).
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Supplemental Fig. 5. Analysis of PKD1 mutation type (truncating or non-truncating) by eGFR in the
htTKV population There was a significant eGFR difference in this population (n=663; Table 1 and 2),
although htTKV was not significant in this population (Fig. 3D).



