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Letter to the Editor
Simian Rotavirus SAll Strains

(6).

It is now clear that the same VP4 gene can express
different phenotypes depending on the genetic background it
is immersed in; the protease-associated phenotype of rotavirus SA114F gene 4 is expresssed in a simian but not in a
bovine rotavirus genetic background (1).

Since the strain used in Dr. Gorziglia's work and the
SA114fM strain used in our laboratory have not been compared directly, we consider that it is not appropriate to
assume they represent the same strain, because although
they have almost identical VP4 genes, they could differ in
other genes.
We would like to stress that to avoid discrepancies in the
conclusions reached with the SAl1 strains used in different
laboratories, the SAl1 strain employed in each work should
be carefully identified.
REFERENCES
1. Chen, D., J. W. Burns, M. K. Estes, and R. F. Ramig. 1989.
Phenotypes of rotavirus reassortants depend upon the recipient
genetic background. Proc. Natl. Acad. Sci. USA 86:3743-3747.
2. Gorziglia, M., G. Larralde, and R. L. Ward. 1990. Neutralization
epitopes on rotavirus SAll 4fM outer capsid proteins. J. Virol.
64:4534-4539.
3. Knowlton, D. R., and R. L. Ward. 1985. Effect of mutation in
immunodominant neutralization epitopes on the antigenicity of
rotavirus SAll. J. Gen. Virol. 66:2375-2381.
4. L6pez, S., C. F. Arias, J. R. Bell, J. H. Strauss, and R. Espejo.
1985. Primary structure of the cleavage site associated with
trypsin enhancement of rotavirus SAl1 infectivity. Virology
144:11-19.
5. L6pez, S., C. F. Arias, E. Mendez, and R. Espejo. 1986. Conservation in rotaviruses of the protein region containing the two sites
associated with trypsin enhancement of infectivity. Virology
154:224-227.
6. Nishikawa, K., K. Taniguchi, A. Torres, Y. Hoshino, K. Y. Green,
A. Z. Kapikian, R. M. Chanock, and M. Gorziglia. 1988. Comparative analysis of the VP3 gene of divergent strains of rotaviruses simian SAl1 and bovine Nebraska calf diarrhea virus. J.
Virol. 62:4022-4026.
7. Pereira, H. G., R. S. Azeredo, A. M. Fialho, and M. N. P. Vidal.
1984. Genomic heterogeneity of simian rotavirus SAl1. J. Gen.
Virol. 65:815-818.
Susana L6pez
Carlos F. Arias
Centro de Ingenieria Genetica y Biotecnologia/UNAM
Apartado Postal 510-3
Cuemavaca
Morelos 62271, Mexico

Editor's Note
The authors of reference 2 declined to comment.
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Several years ago we reported the nucleotide sequence of
the gene 4 (which codes for VP4) of simian rotavirus SAl
(4), which at that time was the reference strain in many
laboratories. In that paper, we also described that the gene 4
of our SAl strain had a faster electrophoretic mobility than
the gene 4 of the SAl strain used in the laboratories of Dr.
M. K. Estes and Dr. I. H. Holmes (4). We thought then that
the original SAl stock that Dr. Malherbe had distributed to
several laboratories consisted of two viral subpopulations,
which differed in the mobility of, at least, their RNA segment
4 and which probably were differentially selected. Similar
observations were made by Dr. H. Pereira and colleagues in
Brazil, where they cloned two viral subpopulations from the
SAl stock obtained from Dr. Malherbe; the clones were
named 4S and 4F, for slow- and fast-moving segment 4,
respectively (7).
In a later work, comparing the amino acid sequences of
the trypsin-susceptible region of the VP4 protein of several
rotavirus strains, we found that the gene 4 of the SAl1
rotavirus used in our laboratory was different from that of
the SAl used in Dr. Estes' laboratory (5). Our strain was
then named SA114fM, 4f for fast-moving segment 4, and M
for Mexico, to differentiate it from Dr. Pereira's SA114F
strain.
In the September 1990 issue of the Journal of Virology,
Gorziglia et al. (2) reported the sequence characterization of
rotavirus mutants that escaped neutralization by an antirotavirus hyperimmune serum. The rotavirus strain they
used was called SA114fM (2). To our knowledge, this strain
is not the SA114fM strain reported by us (5), because the
authors refer the origin of their strain to Dr. Richard Ward
(2), who in turn received it from Dr. Estes in 1984 (3). In
addition, as the source of the sequence data for their
"SA114fM" gene 4 (Fig. 3 legend of ref. 2), they refer to a
previous work in which they characterized an SAl strain
with a fast-moving segment 4 named SA114FEM (6). The
VP4 protein of the SA114FEM strain differs by one amino
acid from the VP4 protein encoded by our SA114fM gene 4

