
ABSTRACTS
[rhe abstracts are divided into the following sections: acute rheutnatism; articular rheumatism (rheunmatoid arthritis,

osteo-arthritis, spondylitis, miscellaneous); gout; non-articular rheumatism; general articles. After each subsection of

abstractsfollows a list of articles that have been noted but not abstracted. Not all sections may be represented in any one

issue.]

Acute Rheumatism

The Decline of Mortality froSn Rheumatic
Fever. GLOVER, J. A. (1946). Mon. Bull.
Min. Hlth., 5, 222.
Three tables in this paper show the rates of

mortality from rheumatic fever in males,
females, and persons in 11 age groups (1) from
1881-90 to 1921-30 in decennia, (2) in quin-
quennia to 1940-4, and (3) in single years
from 1931-44. All age groups show improve-
ment, which at ages over 25 has been particu-
larly great; this is illustrated in a graph com-
paring the age distributions for 1881-90'and
for 1944. There is an indication of accelerated
improvemetbt since the war began, but the
lowest point was in 1942; since then there has
been some increase in mortality. The sex
ratio has changed from a male to a female
predominance. The author thinks that de-
creasing poverty has been a factor in the
decline, but that " it seems probable that the
main cause of the decline is of a more subtle
kind, a change in the relationship between man
and the Streptococcus pyogenes ".

M. Greenwood.

Case of Rheumatic Fever. BRADFORD, MOR-
TIMER, AND WEBERS (1947). Bull. U.S. Army
med. Dept., 7, 64.

Acute Rheumatic Fever in Young Adults. CoG-
GESHALL, H. C. (1946). Tex. St. J. Med.,
42, 430.

Treatment of Acute Rheumatism. (Tr4tamiento
de los reumatismos agudos.) MORENO, A. R.
(1946). Bol. Liga. argent. Reum., 9, 140.

Initial Signs and Symptoms of Rheumatic
Heart Lesions. (De reumatiska hjiarfelens
uppokomstbetingelser och initialsymptom.)
WALLGREN, A. (1947). Nord. Med., 33, 459.

Vitamin K and Acute Rheumatism. (Vitamine
K et maladie de Bouillaud.) LUTEMBACHER,
R., and GALIMARD, J. E. (1946). Presse
med., 54, 747.

Rheumatic Lung, Imitating Miliary Tuber-
culosis. HEILIG, R. (1946). Indian Phys., 5,
203.

Articular Rheumatism

(Arthritis)
Felty's Syndrome with Reference to a Case

Treated by Splenectomy. (Om Felty's syn-
drom i anslutning till ett splenectomerat
fall.) NYSTR6M, G. (1946). Nord. Med.,
45, 2567.
In 1924 Felty (Bull. Johns Hopk. Hosp.,

1924, 35, 16) gave an account of the cases of
3 men and 2 women presenting the triad of
chronic polyarthritis, splenomegaly, and
leucopenia. He regarded this as a well-defined
disease of unknown origin. He admitted that,
except for the polyarthritis, this syndrome
might be, identified with that described by
Banti in 1883, but he did not consider the two
identical. Some 30 cases of Felty's syndrome
have subsequently been reported, mostly from
American and German sources, and now
Nystrom gives details of a case observed at
the Sodersjukhuset in Stockholm. The patient
was a man, aged 43, who in March, 1940,
began to develop polyarthritis, for which he
was given injections of gold. His leucocyte
count was about 2,000 per c.mm. Both legs
showed brown pigmentation. Blood cultures
in 1946 yielded \streptococci. Splenectomy
was performed at the end of 1945, the spleen
weighing 750 g. and measuring 21 by 11 by
6 cm. This operation was followed by tran-
sient signs of meningitis interpreted as a flare-
up of the infection responsible for the whole
syndrome. Ultimately the patient recovered
under chemotherapy, and on his discharge
from hospital he felt stronger and his arthritis
was less troublesome. The author notes that,
to judge by the literature of the subject, this
is a disease of middle age, women being more
subject to it than men. C. Lillingston.

Personal Experience with the Use of Prostig-
mine in Rheumatoid Arthritis. (Experiencia
Pessoal com o uso da Prostigimine na Artrite
Rheumat6ide.) LuccHEI, M., and Luc-
CHESI, 0. (1946). Hospital, Rio de J., 30,
113.
Kabat and Knapp in 1943 (J. Amer. med.

Ass., 122, 989) reported improvement in cases
of poliomyelitis treated with prostigmin, and
Trommer and Cohen in 1944 (ibid., 18, 1237)
discussed its value in the treatment of muscle
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ABSTRACTS

spasm in rheumatoid arthritis and associated
conditions. The authors of this article review
these investigations in detail and report the
results of treating 21 of their own cases of
rheumatoid arthritis and spondylitis in various
stages of development. They used the same
course of injections as the earlier investigators,
giving prostigmin subcutaneously in doses of
2 ml. of a 1: 2,000 solution containing 1 mg.
of the drug. Injections were given daily in
some cases, and on alternate days or every
3 or 4 days in others. No ill effects were
observed from the action of prostigmin on
the parasympathetic, and the simultaneous
injection of atropine, which had at first been
administered as a precaution, was abandoned.
The treatment was additional to various
routine methods already instituted in the cases
under review, but no analgesics were allowed
during the course. Of 9 early patients 7 re-
ported immediate relief of pain, which lasted
from a few hours to 48 hours, and there was
some benefit in a total of 13 cases, but in all
these patients the results were very variable,
inconstant, and temporary. The sedimenta-
tion rate was unaffected by treatment, and no
objective improvement was noted either in
general health or in the joints. In 5 cases pain
was aggravated by prostigmin. The authors
were unable to confirm the previous reports,
and they draw attention to the recently estab-
lished fact that prostigmin is not an anti-
spasmodic but actually produces spasm.

J. J. Keevil.

The Effect of Prostigmine (Neostigmine) on the
Muscle Spasm of, Rheumatoid Arthritis.
BALBONI, V. G., HOLLANDER, J. L., and
KYDD, D. M. (1946). Amer. J. med. Sci.,
212, 153.
(1) Prostigmin in doses up to the limit of

tolerance was administered to 23 patients with
rheumatoid arthritis in an attempt to relieve
the associated muscle spasm. (2) In no case
was a satisfactory therapeutic response ob-
tained. Only 2 showed any appreciable
decrease in muscle spasm, and in 1 of these
the effect was inconsistent, as the spasm about
other affected joints coincidentally increased.
The second case had already started into
spontaneous remission. (3) Prostigmin caused
unpleasant and often alarming reactions in
14 of the 23 cases studied. (4) Prostigmin is
not recommended in the treatment of rheuma-
toid arthritis. [From the authors' summary.]

The Heart in Rheumatoid Arthritis. (O cara-
cao na artrite reumat6ide.) LUCCHESI, 0.
and M., and KNEESE DE MELO, H. (1947).
Rev. argent. Reum., 12, 39.

Controlled Evaluation of Gold Therapy in
Rheumatoid Arthritis. WAINE, N., BAKER,
F., and METrIER, S. R. (1947). Caiif. Med.,
66, 295.

(Osteo-arthritis)

Acute Osteoporosis; Osteoporosis due to Im-
mobilization; Sudeck's Atrophy. (Les osteo-
poroses aigues; Osteoporose d'immobilisa-
tion ou osteoporose d'alarme.) LICHTWITZ,
A. (1946). Presse mid., 54, 654.
According to the author the primary factor

in osteoporosis following immobilization is an
upset in the protein metabolism of the organic
framework of the bone so that calcium and
phosphorus cannot be fixed. The condition
must be distinguished from osteomalacia, in
which the primary disorder- is in calcium and
phosphorus metabolism. It is related to the
" osteoporose d'alarme " of Selye, in which an
injury sets in train a series of hormonal upsets
primarily involving the pituitary. No factual
evidence is produced, nor detailed references
given. D. H. Patey.

Heberden's Nodes. VI. The Effect of Nerve
Injury Upon the Formation of Degenerative
Joint Disease of the Fingers. STEICHER,
R. M., and KARNOSH, L. J. (1947). Amer.
J. med. Sci., 213, 181.
This article is an examination of the relation-

ship between the development and persistence
of Heberden's nodes in nerve injury or disease
of peripheral type. The study comprises 12
cases in which peripheral nerve injury, infan-
tile paralysis, or cerebral vascular paralysis
prevented the development of Heberden's
nodes in affected fingers and invariably caused
osteoporosis. Paralysis due to cerebral vas-
cular disease caused an apparent regression of
Heberden's nodes owing to shrinkage of soft
tissues without alteration in the contour of the
bones. G. F. Walker.

Results of Arthroplastic Resection and Internal
Arthrodesis in Arthrosis of the Hip-Joint.
(Om Resultaterne efter Resectio Artro-
plastica Coxae og Artrodesis Coxae Interna
ved Artrosis Coxae.) BERNTSEN, A., and
ANTHONsEN, V. (1946). UTgeskr. Laeg., 108,
1131.
The results of operations for arthrosis of the

hip in 41 cases at the Orthopaedic Hospital
in Copenhagen between 1925 and 1942 are
assessed. In 26 cases arthroplasty was per-
formed, and in 15 arthrodesis. Two patients
died, 2 others had severe shock, and 5 had
vascular or respiratory complications. In 10
out of 25 cases of arthroplasty and 9 out of
14 of arthrodesis results were excellent.
Arthroplasty is selected for young energetic
subjects and arthrodesis for the elderly. The
technique of operation follows that commonly
practised in Britain; in some instances rubber
was interposed between the joint surfaces and
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ANNALS OF THE RHEUMA TIC DISEASES

not infrequently had to be removed. The
use of rubber did not materially affect the
results. N. L. Eckhoff.

General
Inhibition of Hyaluronidase by Sodium Salicy-

late in Normal Individuals. (Estudios sobre
reumatismo. III. La inhibici6n de la
hialuronidasa por el salicilato de sodio en
individuos normales.) GUERRA, F., and
ROBLEs GIL, J. (1946). Arch. Inst. Cardiol
Mex., 16, 293.
This is the third article of a series of studies

on rheumatism. In 1945 Guerra demonstrated
in rabbits the inhibition of hyaluronidase by
sodium salicylate and the ineffectiveness of
df sulphadiazine in preventing diffusion. He
considered that hyaluronidase might be a
factor in rheumatic fever, since it is present in
all the tissues chiefly affected. It is also present
in bacteria, such as human haemolytic strepto-
cocci. The enzyme hydrolyses hyaluronic
acid and increases the diffusibility in connective
tissue of the infective agent and its metabolic
products. Its inhibition by salicylates helps
to explain their action in rheumatic fever.
This study is concerned with the measurement
of this inhibition in normal subjects and a
comparison with the results found in rheuma-
tic individuals.
A sterile 1% solution ofEvans blue in physio-

logical saline was used as indicator. A 1%
solution in physiological saline of hyaluroni-
dase, obtained from bulls' testicles, was
centrifuged for five minutes at 2,000 revolu-
tions a minute and only the supematant fluid
used. A 10% solution of sodium salicylate
was injected intravenously in proportions of2 g,
of sodium salicylate to each 50 kg. of body
weight. Thirty-six healthy subjects, divided
into 6 groups, were tested: 2 groups of male
adults, 2 of female adults, and 2 of children.
Two tests were made in each forearm of each
individual in the following order:
A. Intradermal injection, lower right forearm,

0-25 ml. of 0-9% sodium chloride with 0-25 ml. of
Evans blue.

B. Intradermal injection, upper right forearm,
0-25 ml. of hyaluronidase with 0-25 ml. of Evans
blue.
C. Intravenous injection of sodium salicylate

and, after 15 minutes, an injection as in A above,
in the left lower forearm.
D. Intravenous injection of sodium salicylate

and, after 15 minutes, an injection as in B above,
in the left upper forearm.
The spread of the indicator at the test sites
was measured with great accuracy after
twenty-four hours. The results of 36 readings
showed that hyaluronidase with indicator B
spread over an area three times as large as that
obtained in the same individuals when hyalur-
ronidase was omitted (A). Hyaluronidase
with indicator injected after the previous

exhibition of sodium salicylate (D) spread
over an area 49-5% of that seen in (B).
The concentration of sodium salicylate in the

blood in these tests did not approach the mini-
mum considered adequate for clinical purposes
in the treatment of rheumatic fever. The
authors conclude that diffusion is promoted by
hyaluronidase in the human skin. Using a
double-strength solution in rabbit experiments
Guerra has obtained an area of spread twice as
great as that now recorded in human subjects.
In previous experiments he has shown that the
inhibition of hyaluronidase is related to the
amount of sodium salicylate given, the area of
spread of the indicator varying in direct
proportion. The variations between the
human groups chosen for these tests are greater
than those seen in rabbits, but this is explained
by such factors as the increased immunity of
adults as compared with children and the
presence of male hormones in some groups-
a factor favouring diffusion. The differences
within groups are explained as due to natural
individual variations of race, age, or im-
munity, which were not appreciable factors
when the experiments were carried out on
rabbits from the same litter and in all ways
identical. In three individuals who were
given sulphadiazine during the tests the hya-
luronidase-indicator areas were rapidly
decolorized, suggesting that sulplhadiazine
stimulates diffusion in connective tissue. In
a case of rheumatoid arthritis both those areas
with and without hyaluronidase were smaller
than in the controls, and in both the stain was
deeper, more persistent, and not appreciably
affected by the exhibitioh of sodium salicylate;
but the reactions seen in cases of rheumatic
fever were more significant. In one early
untreated case the injection of the dye and
hyaluronidase caused a large and rapidly
spreading area of discoloration; when the test
was repeated after administering sodium
salicylate the area was reduced by 60% and the
dye remained for a long time, becoming more
concentrated and showing no tendency to
spread. Two cases showing unusual ecchy-
motic and allergic reactions are also described.

J. J. Keevil.

Aetiological Diagnosis of Rheumatism by
Mester's Reaction. (Le diagnostic etiolo-
gique des rhumatismes par la reaction de
Mester.) LEGRAND, R., DESRUELLES, J., and
BOGAERT, J. (1946). Rev. Rhum., 13, 330.

Mild Rheumatic Reaction in Coast Guard
Recruits. POLIAKOFF, H. (1947). Amer. J.
med. Sci., 213, 37.

Classification ofRheumatic Syndromes. (Classi-
fication des syndromes rhumatismaux.)
DANDURAND, R. (1946). Un. mid. Can., 75,
1517
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