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Figure 21: Selected ion chromatograms of the lipid extract from B.
Jragilis. The lipid extract shown in Figure 20a was subjected to
selected ion monitoring for characteristic 1ons and retention times
of ceramides A and B, indicated by a and b, respectively.
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Figure 22. Selected ion chromatograms of the lipid extracts from
B. forsythus. The lipid extract shown in Figure 20b was subjected
to selected ion monitoring for characteristic ions and retention
times of ceramides A and B, indicated by a and b, respectively.
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Figure 23: Selected ion chromatograms of lipid extract from P.
intermedia. The lipid extract shown in Figure 20¢ was subjected to
selected ion monitoring for characteristic ions and retention times
of ceramides A and B, indicated by a and b, respectively.
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Figure 24: Selected ion chromatograms of lipid extracted from C.
gingivalis. C. gingivalis, generously provided by Dr. Paulette
Tempro, was extracted for lipids as described previously and
subjected to selected ion monitoring for ions characteristic of
ceramides A and B.
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Figure 25: Selected ion chromatograms of lipid extracted from C.
ochracea. C. ochracea, generously provided by Dr. Paulette
Tempro, was extracted for lipids as described previously and
subjected to selected ion monitoring for ions characteristic of
ceramides A and B.
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Figure 26: Selected ion chromatograms of lipid extracted from C.
sputigena. C. sputigena, generously provided by Dr. Paulette
Tempro, was extracted for lipids as described previously and
subjected to selected ion monitoring for ions characteristic of
ceramides A and B.
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| |
| |
Figure 27. Ion abundances for M-15 m/z ions characteristic for
‘ceramides A and B of P. gingivalis. A sample of HPLC fractions
30-36 of P. gingivalis lipids was treated with BSTFA and |
'subjected to GC-MS analysis. Selected ion monitoring was used to
identify the M-15 m/z ions characteristic for ceramides A (695m/z)
\and B (681m/z) in the individual HPLC fractions. Fracations 30 |
\through 36 are depicted as samples a through g, respectively. |
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‘Figure 28. Ion abundances for the M-15 m/z ions characteristic
for ceramides A and B recovered in carotid endarterectomy lipid
samples. Ion chromatograms for endarterectomy samples #1, #2,
#5-#8 (a through f, respectively), and tooth lipid samples #1and #2
(g and h, respectively) were compared for their relative recoveries
of ions 695 m/z and 681 m/z. These figures represent a limited
analysis of selected ion chromatograms depicted in Figures 5
through 10.
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Figure 29: Ion abundances for the M-15 m/z ions characteristic for
ceramides A and B recovered in lipid samples from B. fragilis (a),
B. forsythus (b), and P. intermedia (c). These organisms show
lower ion abundances for M-15 m/z ions characteristic for
ceramides A and B suggesting that these organisms are not
significant contributors of ceramides A and B to artery walls.
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Figure 30: Selected ion chromatogram for the M-15 m/z ions
characteristic for ceramides A and B using a sample of lipid
extracted from Brain-Heart Infusion/ basal medium. A sample of
the Brain-heart Infusion/basal medium used to culture the
previously described organisms was extracted for lipid and a
portion of this lipid extract was processed and analyzed by GC-
MS. Selected ion monitoring for 695 m/z and 681m/z ions
revealed negligible recovery of cearmides A and B in this culture
medium.
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