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Allison L. Watkins, CEO
Watkins-Conti Products, Inc
3841 E Danforth Road, Suite 109
Edmond, OK 73034

Dear Ms. Watkins:

| have performed tests on your Yoni.Fit Bladder Support Devices for effect on important vaginal
microflora, including Staphylococcus aureus (USA200 strain MN8 from a case of menstrual toxic
shock syndrome). Furthermore, | have evaluated the effect of your devices, both new and
conditioned and intact and in pieces, for effect on production of toxic shock syndrome toxin-1.
Finally, | tested all of these products in replicates of five for impact on bacterial growth and TSST-
1 production, both under conditions expected vaginally at times not during menstruation (six
days with synthetic vaginal fluid at pH 4.0) and during menstruation (24 hours with Todd Hewitt
broth at pH 7.5).

The results of these studies indicated that the Yoni.Fit Bladder Support Devices did not alter
normal vaginal microflora, including Staphylococcus aureus MN8, Escherichia coli,
Streptococcus agalactiae (Group B), Candida albicans, and Gardnerella vaginalis when
compared to the no-product controls (negative controls) and commercially-available Playtex
regular tampons. This was observed over the six days at times other than menstruation and
during the 24 hour period mimicking menstruation. Importantly, the Yoni.Fit Bladder Support
Devices inhibited TSST-1 production, whether new or conditions and whether intact or in pieces,
signficantly below both the no-product controls or Playtex regular tampons.

My laboratory has previously shown that TSST-1 production requires the presence of oxygen
(1-3). This observation has been consistently replicated ever since my laboratory first showed
this in 1983 (3). Indeed, there have been no studies that have shown TSST-1 can be produced
under conditions which lack oxygenation of the environment. In an in vivo study in women with
antibodies against TSST-1 (rendering them immune to menstrual TSS), we showed that TSST-
1 is produced in the presence of tampons in areas adjacent to the vaginal mucosa and in the
presence of oxygen introduced by the tampons (4). Importantly also, we showed that areas of
the vagina, not in proximity of the tampons, lacked oxygenation required to “turn on” TSST-1
production by Staphylococcus aureus. The interpretation of these data are as follows:

1) TSST-1 production absolutely requires oxygen. No oxygen = No TSST-1 and thus no
menstrual TSS, which is 100% assoicated with TSST-1 production.

2) The oxygen required for TSST-1 production for tampon-associated menstrual TSS is derived
from the oxygen trapped within tampon fibers. Although very small numbers of menstrual



TSS cases have been associated with non-absorbent materials, lacking fibers, cases to a
similar extent occur during menstruation where vaginal devices have never been used (5, 6)
(that is with menstrual pad use).

3) This also indicates non-absorbent devices do not introduce sufficient oxygen to lead to TSST-
1 production and consequent TSS.

4) Finally, studies have shown that the surfactant used in Rely brand tampons, marketed in the
early 1980s, and referred to as pluronic L92, increases TSST-1 production when present in
high concentrations (7). This is the opposite of what is seen with the Yoni.Fit Bladder Support
Devices, which are neither absorbent nor lead to TSST-1 production, even to the level of the
no-product control.

The results of my studies of the Yoni-Fit Bladder Support Devices, combined with all available
pre-existent data, suggest that use of the Yoni.Fit bladder Support Devices during menstruation
should not lead to increases in menstrual TSS cases.

Sincerely,

fato 4,

Patrick M. Schlievert, Ph.D.

Professor

Department of Microbiology & Immunology and Internal Medicine
Carver College of Medicine
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