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Fig. 3 Particulate polymerase activity in supernatant fluids of 
lymphocyte cultures. (0), KS patients in convalescent (afebrile) 
phase; (D), afebrile controls. The number of cultures tested at 
each time interval is shown on the horizontal line. Vertical brackets 

indicate 95% confidence intervals. 

polymerase activity detected in the co-cultures. In one case 
however, syncytium formation was observed in a co-culture from 
HPB-ALL. Electron microscopic examination of this culture 
showed viral particles, subsequently identified as measles virus 
by specific immunofluorescence and radioimmunoprecipitation 
assays. The patient had been vaccinated with measles-mumps
rubella trivalent vaccine 8 days before onset of disease. It was 
concluded that the agent was measles vaccine virus. 

Using standard methods for reverse transcriptase detection, 
we have been unable to demonstrate a retroviral aetiology for 
KS. The level and pattern of DNA polymerase activity detected 
in KS patients in our study were similar to those previously 
reported2

• In contrast to their study, cultures from our controls 
had values and patterns of activity similar to cultures from our 
KS patients. In addition, the low-level DNA polymerase activity 
detected in our cultures showed a template:primer preference 
consistent with cellular DNA polymerase and inconsistent with 
retroviral RNA-dependent DNA polymerase. Moreover, we 
have been unable to detect reverse transcriptase activity in 
repeated co-cultures ofKS patients' lymphocytes with numerous 
human cell lines. Our experience with recovery of measles virus 
and its demonstration within cultured lymphocytes by electron 
microscopy emphasizes the danger in assuming that agents 
recovered from patients with KS may have a causative role. 

Therefore, we believe that the aetiology of KS remains 
unknown. If a retrovirus is involved in the causation or the 
pathogenesis of this disease, techniques more sensitive than the 
assays presently available will be required to establish its 
presence. 
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Erratum: Drosophila homoeotic genes encode transcriptional activators similar to 
mammalian OTF -2 
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Abd-B' eDNA J3 - globin 

CMV Ubx eDNA 500 bp 
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OTF-2 eDNA 

Sacl Sail SV40 
ill]] 500 bp 

~~--------~'------~~ 

Sac! Sail TATA 

GAGCTCACTGTGTCGACCTTGGG~ 

GAGC TC CAC CCGCGC GC TTT G T TTT A T(ATC [1\c:A T_f/iTCAGCGGCA TT A TTG TT A TT A TTGGCSCTCAT ACCGTCGACCTTGGG~ 

GAGCTCGA~~~CGTCAGCGTCGACCTTGGG~ 

GAGCTCGAGCCCGGGG~ A,£tff@TTCT ACT AGTCGACCTTGGG~ 

GAGC T CIT1.E!.!.Dii'Ef!TTT G T~ 

GAGC T C CACCCGCGCGCTGGGT ACC TTCGAGCAACCACCGCTTCGACGC TCAGAGGT ACCCGGCCCTCATCGACCTTGGG~ 

GAGC TCGCCCGGGGA TCC [GT AGC~~T_c;_!!fi]GAGA TCC~~CTAGAG TCGACCTTGGG~ 

GAGC T C ACT G T G T C GAC CGpC CCC GC C CAll CCC C C1GEillGCCC]T C C T CGAC C TT GGG~ 

IN this biological letter, an 
unrevised version of Fig. 1 was 
printed. The correct version is 
shown here. 
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