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Table 1. MIC values for p-lactams in the presence of 2.5 ug ml
were a subset of those previously reported (18).
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x

clavulanic acid. The XDR strains

MIC value (jig ml-1)

p-lactam
0.5
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H37RvAmoxicillin >10
H37Rv
Ampiciltin 5.0
1.25

H37Rv Cefotaxime
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H37Rv
Imipenem
H37Rv Meropenem
XDR-1 Meropenem

tuberculosis.

Both

0.32
0.94
0.625
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XDR-3 Meropenem

0.625

XDR-4 Meropenem
XDR-5 Meropenem

0.625

0.625

XDR-6 Meropenem
XDR-7 Meropenem

0.625

XDR-8 Meropenem
XDR-9 Meropenem

0.94

XDR-10 Meropenem
XDR-11 Meropenem

0.47

0.625

1.25

0.23
0.625

XDR-12 Meropenem
XDR-13 Meropenem
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Table 2. SPOP expression in RCCs.RCCtissue
sections were analyzed by staining with SPOP
specificmonoclonal antibody (SPOP-5G).Patient
samples are classified into different categories
depending on cell type.
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as a marker, we designed
a large tissue
array containing more than 300 RCC samples. Of
the tumor samples, 77% were positive
for SPOP
all nega
staining; normal kidney
samples were

markers

tive (Table2).
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IX has been proposed
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for
clear
cell
but
it
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RCC,
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positive
in other RCCs and several other tumor types as well
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lack a specific

and

sensitive

marker

that ispositive inclear cellRCC (26,27). Recently,
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solid
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World
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and eosin
but diagnostic
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staining morphology,
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other RCC
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shown to be misdiagnosed
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"disgust" arises from oral disgust As well, verbal
tomoral
reports of "disgust*' inresponse
transgres
sions are suspect, because
the word "disgusting"
is

for the Oral

used in colloquial English to describe angering or
irritatingsituations (14). Thus, verbal self-report
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measures

A. K. Anderson1'2*

Incommon parlance, moral transgressions "leave a bad taste in the mouth." This metaphor implies
a link between moral disgust and more primitive forms of disgust related to toxicity and disease,
yet convincing evidence for this relationship is still lacking.We tested directly the primitive oral
origins of moral disgust by searching for similarity in the facial motor activity evoked by gustatory
distaste (elicited by unpleasant tastes), basic disgust (elicited by photographs of contaminants),
and moral disgust (elicited by unfair treatment in an economic game). We found that all three
states evoked activation of the levator labiimuscle region of the face, characteristic of an oral
nasal rejection response. These results suggest that immorality elicits the same disgust as disease
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are not
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experience
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(11,12).As well, prominent theoriesof disgusthave
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