SUPPLEMENTARY INFORMATION
C. elegan strains

The wild-type strains used in this study was N2 Bristol
wild-type, to which all other mutant strains and
transgenic strains were crossed at least 3 times to
remove background mutation. N2 (Bristol) and kri-
1(0k1251) (CF2052) mutant and COL-19::GFP (TP12)
were obtained from CAENORHABDITIS GENETICS
CENTER (CGC).

Transgenic C. elegan strains

To generate COL-43 and COL-80 overexpressing lines,
genomic DNA sequence flanked by 500bp in the
upstream and downstream were amplified by PCR. PCR
products were purified through QIAgene PCR
purification kit and inject with rol-6 co-injection marker
into the germline of young adult worms. Individual
roller offspring was picked and maintained to get stable
lines. 3 lines were for each were examined for COL-43
and COL-80 expression by RT-gPCR and the strains
with highest expression were used in this study
(Supplementary Figure 1).

Hoechst 33342 staining

Day-1 adult worms were stained in M9 buffer
containing 1 pg/ml Hoechst 33342 at room temperature
for 15 min, then washed extensively with M9 buffer.
Nuclei stained with Hoechst in the tail of an animal
were counted under fluorescent microscope. Animals
were classified into 4 groups based on how many nuclei
were stained in the tail: high (>10 nuclei stained),
medium (6-10 nuclei stained), low (1-5 nuclei stained)
and no Hoechst staining.

Lifespan assay

For lifespan assay in C. elegans, age-matched L1 worms
were raised on either OP-50 or RNAI bacteria plate
until L4/young adult stage, then 50 puM FUDR
(5-Fluoro-2'-deoxyuridine) was added to inhibit
reproduction. Worms may be transferred to new plates
as required. The number of live and dead worms was

recorded every 2 or 3 days starting from day 10.
Exploded and bagged worms and worms with
protruding vulva were censored. Death was defined as
lack of any visible movement for 5 seconds after
touching the tail and head with a platinum wire.
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