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DISCUSSION

DR. H. HARLAN STONE (closing): When I first
saw this urine, I was astounded by its color. Con-
siderable time was required to determine exactly
what was producing the color change.

(Slide) This slide shows our antibody studies.
As you can see, using the patient's serum ob-
tained when the patient was first admitted, there
was a zero titer to red cells which had been
coated with Pseudomonas antigen. Terminally this
titer was quite high. In fact it was greater than
1:2,048.

On testing the patient's red cells with Coomb's
serum, there was no reaction, even terminally.
Therefore, we concluded that the hemolytic
anemia was not on the basis of an autoimmune
process, but rather secondary to Pseudomonas
hemolysins. (Slide) Verdoglobin is fluorescent in
uultraviolet light, and you will note the chalky
green color. (Slide) This slide is merely a sum-
mary of the differential fluoresence that one can
obtain. The fluorescent pigment can be detected
in the urine up to three weeks prior to the time
the patient develops clinical Gram negative
septicemia.


