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1. The test chemical: Why the 8:2 telomer alcohol and mot the 10:2 or12:22 The 8:2 is quickly metabolized to PFOA (Hagen ot al. Anal.Biochen.
116 336-343 (1981)), and there are already long term toxicity studies onPFOA in AR226. The predicted metabolite of 10:2, PFDA, is mere toricthan
PFOA (L A Kinney, Fd Chen Tox 27 465-468 (1989);C T Olson and¥ EAnersen,
Tox & App Phar 78 p362-372(1983); C T Olsen, Dissertation Ohio State1982).
It causes a decrease in sphingomyelin and PEON does not (Chem. Res.Toxicol. 11 428-440 (1398)). This may be an unshared mechanism oftoxicity

Zor these tuo chemicals. As you are aware they both share theuncoupling
of oxidative phosphorylation mechanism of toxicity.
PFDA does not depurate from liver in 28 days at all while PFOA is 100%depurated (AR226-0951). This is probably because "PFOA is more readisyexcreted in the urine while PFDA is preferentially carricd in the bilewand

has the property of being persistent in enterohepatic recirculation(Chem.
Res. Toxicol. 9, 689-695 (1996); Chem. Res. Toxicol. 5, 512-518 (1992)).
One possible reason to choose to test 8:2 over longer homologs might bebecause more is made and/or relcased, but that does not appear to be thecase. The concentrations in products are about the same (RR226-1012,4508
of Duzont, Daikin and Clarient). Their concentrations in air are within
fold of each other (J W Martin ot al Collection of Airborne FluorinatedOrganics and Analysis by Gas Chromatography/Chemical Ionization MassSpectrometry. Anal Chem in press 2002). This difference could be due tothe difference in vapor pressures of the tuo telomers:
2. Hydrolysis: Why perform hydrolysis studies on an alcohol that is not30ing to hydrolyze and ignore the esters that will? Most productscontaining the teloner alcohols bind them via ester bonds. It would bevery useful to know the rate of this hydrolysis for predicting the rates
which the alcohols are released into the environment from product understorage, use and disposal. We have no way to estimate these races nowother than QSARs that sometimes disagree considerably for some of theparent substances containing telomer alcohols.
3. Tissue levels: There appears to be no mention of determining thelevel
of the starting telorer alcohol or the perfluoro fatty acid metabolite
tissues. It is very useful in performing risk assessment to have theLiver
and sera levels of these at all dose lovels. The LOEL and NOEL can thenbe.
expressed in terms of tissue level. The tissue level NOEL/LOELs can becompared to tissue levels found in wildlife and humans to give anestimation of risk. Many (Most?) toxicologists prefer this type ofGata.
4. No additive toxicology studies: The ultimate degradation products ofall telomer products are probably additive. In addition they aceSrobably
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adaitive with perfluoroalkylsulfonates. Therefore additive toxicityshould
be evaluated. But this program, like the 34 program, ignores thisimportant issue


