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INTRODUCTION

Prevention of the recurrance of rheumatic
fever is of prime importance. As many investi-
gators have noted, severe heart disease would
in most cases be infrequent if the disease were
monocyclic. However, 1t is polycyclic in chil-
dren and young adults and with each febrile
phase, severe inflammatory reactions are seen
in the vascular tissues:

"The initial attack seldom causes serious
permanent medical damage. It is the re-
currances that produce the more serious
cardiac damage" (43)

"Of extreme importance is the fact that
the initial attack 1s seldom fatal and
rarely damages the heart enough to per-.
manently impair its normal function.
Therefore, cardiac damage is involved
in the recurrances. Therefore, the im-
portance of preventing same."(15)

Because prophylaxis must be based on the eti-
ological cause of rheumatic fever, there follows
a brief resume of the etiological factors as they
are thought to be today.

Rheumatic fever attacks predominantly the me-
senchymal tissues. The principal substrate of
this mesenchymal tissue is hyaluronic acid.

Guerra (18) has pointed out the changes in per-



(2)
meablility of mesenchymal tissues in the evolution
of rheumatic fever. The structures which are com-
posed almost entirely by hyaluronic acild--articu-
latlons, synovial fluid, etc.--are regilons es-
pecially affected by rheumatism. Since changes
in permeabillity of this substrate 1s characteristic
of active rheumatic fever, it 1s of interest to
note that over two humdred strains of hemolytic
streptococcl possess or produce the enzyme hya-
luronidase., This enzyme 1s capable of decreasing
the vicosity of hyaluronlc acid, and thus favors
the passage of flulds, exudates and pathogenic or-
ganisms. This now 1s thought to be fhe mechanism
by which rheumatic fever causes 1ts effects in the
body. This work has Just recently appeared in
Journals and more material 1s to be expected.

Admittedly not everything 1s known about the
etiology of rheumatic fever, However, contrary to
many, I believe we should look at the picture from
a positive point of view. That 1s, that we do
know alot about rheumatic fever and that on the
known facts much can be done to prevent the re-
currance.

Most investigators agree that the PBeta hemo-
lytic streptococcus 1s definitely in the picture as
a etlologic factor; being of such importance that
its curtaillment results in diminished occurrance
or recurrance of rheumatic fever.

The similarity between serum sickness, aller-™
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gic manifestations and rheumatic fever has been
pointed out by several investigators. Coburn(1ll)
speaks of the phases of a rheumatic attack.

Phase I belng an acute upper respiratory infection
caused by the Beta hemolytic streptococcus which
may last from two to seven days. This is followed
by Phase II which 1s quiescent and lasts from two
to three weeks. Then, Phase III occurs with the
presentation of a rheuméiic attack in one or sev-
eral of its protean forms--generally occurs the
third week following the streptococcus infection.
Therefore, in diagnosis a history of sore throat
approximately three weeks before is of definite
aiad.

In normal individuals, Coburn(ll) found a
titre is built up during a streptococcus infec-
tion to antistreptolysin O and S. In the rheu-
matic individual the titre is not built up
against the S form, there is some increase but
not nearly as high as is seen in the non-theu-
matic individual. Further, Coburn found that
the titre 1s at a low ebb during recrudescense.
However, other investigators don't agree with
this finding of low titre. De Gara and Goldberg
(13-14) in their studies concluded that there
was no relationship between compliment and agglu-
timins and susceptibility to rheumatic fever.

A hereditary factor is implied above and both

Coburn(1ll) and Wilson(49) are of a very definite
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