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ABSTRACTS
This section of the ANNALS is published in collaboration with the two abstracting Journals,

ABSTRACTS OF WORLD MEDICINE and OPHTHALMIC LITERATURE, published by the British Medical
Association.

The abstracts selectedfor this Journal are divided into the following sections:
Acute Rheumatism Non-articular Rheumatism, including Disk
Rheumatoid Arthritis Syndromes, Sciatica, etc.
Still's Disease Pararheumatic (Collagen) Diseases
Osteo-Arthritis Connective Tissue Studies
Spondylitis Immunology and Serology
Inflammatory Arthritides Biochemical Studies
Gout Therapy
Bone Diseases Other General Subjects

At the end of each section is a list of titles of articles noted but not abstracted.
Not all sections may be represented in any one issue.

Acute Rheumatism
A Follow-up Report on a Streptococcal and Rheumatic

Fever Epidemic: Data confirming the Epidemicity of
the 1961 Dickinson, North Dakota, Episode. ZIMMER-
MAN, R. A., and SIEGEL, A. C. (1966). Pediatrics,
38, 578. 1 fig., 13 refs.
In a former paper (Pediatrics, 1962, 30, 712; Abstr.

Wld Med., 1963, 33, 404) certain criteria were formulated
by the authors with the object of gauging the potential
danger of rheumatic fever developing in any Group-A
streptococcal epidemic occurring in populations at risk
so that mass prophylaxis could be instituted in time to
abort the epidemic. The criteria were based on the
finding of an index case of rheumatic fever and then the
application of the following principles:

(1) A Group-A prevalence rate of 30 per cent. or more,
(2) A preponderance (50 per cent. or more) of typable

strains,
(3) At least one-third of the typable strains must be

represented by one particular strain.
In the spring of 1961, an epidemic of streptococcal

infection associated with a high incidence of rheumatic
fever occurred among schoolchildren in Dickinson, North
Dakota, and was found to yield all these criteria; mass
prophylaxis was instituted, with the result that the epi-
demic was aborted (J. Pediat., 1966, 69, 40; Abstr. Wld
Med., 1966, 40, 456). The present paper from the U.S.
Department of Health, Education, and Welfare, Greeley,
Colorado, and the Children's Memorial Hospital,
Chicago, reports the follow-up of some of the children
involved. During the period October, 1961, to May,
1962, no index case of rheumatic fever was diagnosed,
nor were the three criteria fulfilled simultaneously as they
were during the epidemic. Although the carrier rate of
Group-A streptococci declined in the autumn and early
winter of 1961, there was a slight rise later, but without a
corresponding rise in typable organisms. The most
striking feature was the disappearance of the epidemic
strain (Group A, Type 5) from the school population. No
rheumatic fever developed during this endemic period.

The authors consider therefore that their criteria may still
be valid indications for mass prophylaxis of rheumatic
fever in a threatened epidemic in a civilian population,
and indeed they state that these criteria were once more
applied to a epidemic of streptococcal infection associated
with the findings of index cases of acute rheumatic fever
which occurred in South Dakota in 1965. Mass prophy-
laxis was introduced and again the epidemic was aborted
successfully. H. Stanley Banks

Course and Prognosis of the First Attack of Rheumatic
Fever. (Uber den Verlauf und die Prognose der Erst-
Attacken des rheumatischen Fiebers). WENDLER, H.
(1957). Arch. Kinderheilk., 175, 139. Bibl.

Varied Clinical Course of Rheumatic Heart Disease in the
Tropics. FAZLULLAH, S. (1966). Medicus (Karachi),
33, 109. 17 figs, bibl.

Incidence of Acute Rheumatic Fever in Swedish Children,
1952-1961. EKELUND AND OTHERS (1967). Acta med.
scand., 181, 89.

Relapsing Rheumatic Pericarditis. (La pericardite rhu-
matismale recidivante). FIDELLE, J., GAUrIER, M.,
MESTELAN, A., and NOUAILLE, J. (1966). Arch.
mediterran. Med., 43, 227.

Clinical Characteristics of Rheumatic Carditis associated
with Age. [In Russian.] KOsTROVA, V. D. (1966).
Vop. Reum., No. 4., p. 18. 7 refs.

Morgagni-Adams-Stokes Attack in the Course of Rheu-
matic Fever. (Crisi di Morgagni-Adams-Stokes in
corso di malattia reumatica).) ANTONCECCHI, E.,
and CAsuccI, N. (1967). Rass. int. Clin. Ter., 47, 78.
8 figs, 19 refs.
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Clinical and Statistical Data on Rheumatic Fever in Pre-
school Children. (Indagine clinico-statistica sulla
malattia reumatica nell'etA prescolare.) PIA DE
VITALI, M., and COLOMBINI, G. (1966). Mal. Infez.,
12, 285. 13 refs.

Phosphorylation Process during Infantile Bouillaud-
Sokolski Rheumatic Fever. [In Runanian.] HuR-
MUZACHE, E., SIBI, M., TUDORANU, A., RADU, D.,
PIEpTu, M., and BELINSCHI, C. (1967). Med. intern.
(Buc.), 19, 73. 1 fig., 19 refs.

Serum Aldolase Activity in the Course of Rheumatic Fever
in Children. [In Polish.] SOW1NSKA, J. (1966).
Pol. Tyg. lek., 21, 1963. 4 figs, 14 refs.

Immunology of Acute Rheumatism. (Nouvelles donnees
sur la pathogenie immunologique du rhumatisme
articulaire aigu.) HALPERN et al. (1967). Presse
med., 75, 209.

Effect of Tonsillectomy on the Antistreptolysin Level.
[In Polish.] BERGER, Z., and BOROWIEC, J. (1966).
Reum. pol., 4, 351. 1 fig., 20 refs.

Titre of Antibodies against M Protein and Antistreptolysin
Titre in Rheumatic Fever of Tonsillar Origin. (Titolo
di anticorpi contro la proteina M e titolo antistrepto-
lisinico nella malattia reumatica di genesi tonsillare.)
DI LAURO, E., and DI LAURO, A. (1967). Rif. med., 81,
179.

Specificity of the Raised Antistreptolysin-O Titre. (Un-
tersuchungen zur Frager der Spezifitat erhohter
Antistreptolysin-O-Titre.) BAUMER, A., and KOLLI-
BABE, M. (1967). Z. Rheumaforsch., 26, 78. 1 fig.,
refs.

Streptokinase-streptodornase Test in Different Stages of
Rheumatic Fever. [In Polish]. LAZOWSKI, Z., Koz-
ICKA-POLAKOWA, I., and SZYMANSKA-JAGIELLO, W.
(1966). Reum. pol., 4, 315.

Rheumatoid Arthritis
Corticosteroid Withdrawal in Rheumatoid Arthritis.
BACON, P. A., MYLES, A. B., BEARDWELL, C. G.,
DALY, J. R., and SAVAGE, 0. (1966). Lancet, 2, 935.
An attempt was made to withdraw prednisolone therapy

at the rate of 1 mg. a month from 25 female and ten male
patients whose disease had been "adequately suppressed
for at least 3 months". They were aged 21 to 78 years, the
disease duration was 2 to 30 years, and they had received
corticosteroids for 1 to 16 years at a mean dose of 3 5
mg. to 15-5 mg. daily. It was considered that there was
"a reasonable chance" that their doses could be lowered,
if not stopped, without loss of symptom control. In the
event the dose given was lowered for all the patients but
complete withdrawal was not possible for 70 per cent.
(The period of observation was not given but it must have

been at least 2 to 3 years). Of ten patients who stopped
therapy, nine took a mean period of 31 months for each
1 mg. reduction. These patients, as a group, did not
differ from the others in respect of the details given above.
Of particular interest was the reactivation of arthritis in
"quiescent" joints that accompanied a reduction of dose
in most patients. Many adrenal function tests were
performed during the course of the withdrawals (see
Daly, J. R., Myles, A. B., Bacon, P. A., Beardwell, C. G.,
and Savage, 0. (1967). Ann. rheum. Dis., 26, 18); these
showed that eight subjects who had stopped prednisolone
therapy had insulin hypoglycaemia tests of pituitary-
adrenal function within the normal range. The authors
suggest that, if the 10.30 a.m. plasma "cortisol" concen-
tration is within the normal range, then the withdrawal of
prednisolone therapy may be safely continued with-
out recourse to other tests of pituitary-adrenal function.

,H. F. West

Flexor Forces and Rheumatoid Metacarpophalangeal
Deformity: Clinical Implications. SMITH, E. M.,
JUVINALL, R. C., BENDER, L. F., and PEARSON, J. R.
(1966). Amer. med. Ass., 198, 130. 5 figs, 12 refs.
In 1964 (Arthr. and Rheum., 7, 467; Abstr. Wld Med.,

1965, 37, 126) the authors put forward the theory that
ulnar deviation and volar subluxation at metacarpo-
phalangeal joints seen in patients with rheumatoid
arthritis are due to the action of the long flexor tendons
on diseased ligaments around thejoint. In this paper from
the Departments of Physical Medicine and Rehabilitation
and of Mechanical Engineering, University of Michigan,
Ann Arbor, they review this theory and explore some of
the implications as they involve the management of the
deformity. They emphasize that the force carried by
the flexor tendon at the flexor tunnel mouth to the meta-
carpophalangeal joint is six times the finger tip pinch
force required for this action. When there is active disease
of these joints the flexor forces should therefore be
reduced to a minimum by instructing the patient to use
the fingers as hooks for lifting and to handle objects
which encourage extension of these joints: joint flexion
can also be limited by splintage. Pinching or grasping
should be minimized and the patient should be encouraged
to use the hand as a scoop when picking up an object or
to hold the object between his two palms so that the
fingers are spared; the common practice of instructing
him to exercise his fingers by squeezing a rubber ball is
condemned. The authors suggest that the disappointing
long-term results of arthroplasties of these joints may be
due to failure to recognize the importance of the dis-
placement of the tendons. V. Wright

Coexistent Rheumatoid Arthritis and Chronic Tophaceous
Gout. OWEN, D. S., JR., TOONE, E., and IRBY, R.
(1966). Amer. med. Ass., 197, 953. 10 figs, 9 refs.
From the Medical College of Virginia, Richmond, a

detailed report is presented of the case of a white man
aged 64 years in whom both typical rheumatoid nodules
and gouty tophi were demonstrated. After an initial
attack of typical gout in one great toe multiple similar
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attacks occurred, followed by symmetrical episodic
polyarthritis in the wrists, shoulders, elbows, knees, and
proximal phalanges. Nodules were removed and shown
histologically to be of the rheumatoid type "featuring a
necrotic eosinophilic centre surrounded by strikingly
palisaded spindle cells with large hyperchromatic
nuclei". Tissue removed from one elbow showed typical
rheumatoid changes, as did synovial tissue obtained by
needle biopsy from the knee. The ESR was consistently
increased and tests for the rheumatoid factor by the
latex and sensitized human and sheep cell techniques
were positive in high titre. There were no tophi on the
ears, but in material from tophi on the distal phalanges of
the index fingers birefringent sodium urate crystals were
demonstrated. The serum uric acid level varied between
9 and 13-2 mg./100 mg. and there was increased urinary
excretion of urate. Satisfactory relief of symptoms was
obtained with colchicine, with relapse on its withdrawal.
Administration of allopurinol caused an immediate
exacerbation. The authors consider the concurrence of
rheumatoid nodules and gouty tophi in the same person
to be extremely rare and have been able to find only
four other cases in the literature. Harry Coke

Clinical Aspects of Rheumatoid Arthritis. (Aspectos
clinicos da artrite reumatoide.) SEDA, H. (1966).
Brasil-me'd., 80, 326. 17 figs, bibl.

Therapeutic Prognosis in Rheumatoid Arthritis. (Le
pronostic therapeutique dans la polyarthrite chronique
evolutive.) FRAN4ON, M. F. (1967). Lyon med., 217,
85.

Rheumatoid Arthritis with Chorea. DIEDERICHSEN, H.
(1966). Acta rheum. scand., 12,279. Bibl.

Rheumatoid Polyarthritis after Streptococcal Infectious
Allergy. [In Rumanian.] CIOBANU, V., STROESCU,
C., $UTEANU, S., and RADU, S. (1967). Med. intern.
(Buc.), 19, 197. 4 figs, 7 refs.

Significance of Visceral Processes for the Pathogenesis and
Nosology of Rheumatoid Arthritis. (Die Bedeutung
visceraler Prozesse fur Pathogenese und Nosologie
der primar chronischen Polyarthritis.) FASSBENDER,
H. G. (1967). Frankfurt. Z. Path., 76, 243. 8 figs,
bibl.

Neuropathies of Rheumatoid Arthritis. PALLIS, C. (1966).
J. roy. Coll. Phycns, 1, 19.

A Critical Evaluation of Norgaard's Technique for Early
Roentgenological Diagnosis of Rheumatoid Arthritis.
CLEMMESEN, S. (1966). Acta rheum. scand., 12, 241.
10 refs.

Studies of Cardiac Function in Rheumatoid Arthritis by
Means of Polygraphic Recordings. (Aspetti di fun-
zionalita cardiaca in corso di artrite reumatoide
valutati mediante indagine poligrafica.) GATTO, E.,
BATrAGLIA, A., CARLI, G., and GATro, P. L. (1966).
Arch. E. Maragliano Pat. Clin., 22, 639. 10 figs, bibl.

Hormonal Disturbances in Women with Rheumatoid
Arthritis in the Light of Cytological Hormonal Tech-
niques. [In Polish.] RUTA, R., and ZIELONKA, E.
(1966). Reum.pol., 4,343. 8 figs.

Postural Antidiuresis and its Inhibition by Ethanol in
Rheumatoid Arthritis. KALLIOMAKI, J. L., and SAARI-
MAA, H. (1967). Rheumatism, 23, 11. 9 refs.

Compression of Bladder due to "Rheumatoid" Cysts of
Hip Joint. WATSON, J. D., and OCHSNER, S. F. (1967).
Amer. J. Roentgenol., 99, 695. 3 figs, 4 refs.

Arthritis of the Hip in Rheumatoid Arthritis. (Les
coxites de la polyarthrite chronique rhumatismale.)
SERRE, H., SIMON, L., BARJON, M. C., and BAUMELOU,
H. (1967). Maroc med., 47, 7. 6 figs, 19 refs.

Rheumatoid Wrists: Cineradiography. ARKLESS, R.
(1967). Radiology, 88, 543. 10 figs, 2 refs.

Rheumatoid Deformities at the Metacarpophalangeal
Joints of the Fingers. SMrrH, R. J., and KAPLAN, E. B.
(1967). J. Bone Jt Surg., 49-A, 31. 29 figs, bibl.

Tangential Radiographic Projection for demonstrating
Involvement of Metacarpal Heads in Rheumatoid
Arthritis. BREWERTON, D. A. (1967). Brit. J. Radiol.,
40,233.

Hepatitis in Gold Therapy of Rheumatoid Arthritis.
PEARSALL, H. R., WILSKE, K. R., and PEARSON, C. C.
(1966). Bull. Mason Clin., 20, 155. 18 refs.

Ocular Lesions in Chronic Evolutive Polyarthritis. [In
Rumanian.] CERNEA, P., IRIMICIUC, E., MARCULESCU,
A., and BRANI,TEANU, M. (1966). Rev. med.-chir.
Ia.yi, 70, 61.

Pulmonary Nodules in Rheumatoid Disease: A Report of
Two Cases. BURROWS, F. G. 0. (1967). Brit. J.
Radiol., 40,256. 10 figs, bibl.

Pneumopathy in Rheumatoid Arthritis. [In Polish.]
KRAUZE, J. (1966). Reum.pol., 4, 347. 15 refs.

Pulmonary Rheumatoid Nodule with Cavitation and
Chronic Lipid Effusion. STENGEL, B. F., WATSON, R. R.,
and DARLING, R. J. (1966). J. Amer. med. Ass., 198,
1263. 5 figs, 16 refs.

Radiological Observations on the "Rheumatoid Lung".
(Osservazioni radiologiche sul "rheumatoid lung".)
D'ETTORE, A., and SASSI, P. (1966). G. Pneumol., 10,
467. 14 figs, bibl.

Rheumatoid Disease of the Lung with Cavitation.
RAMIREZ-R and CAMPBELL (1966). Dis. Chest., 50,
544.
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Still's Disease
Prognostic Study of Juvenile Rheumatoid Arthritis:

Analysis of 544 Cases. LAAKSONEN, A.-L. (1966).
Actapaediat. scand., Suppl. 166.
This is a very full report of 544 patients all ofwhom had

developed joint symptoms before the age of 15 years; 299
had been treated by the Rheumatism Foundation Hos-
pital before the age of 15. The average time since the
onset of the disease to the point of study was 16 years
(range 3 to 50 years) and conclusions were based on a
personal follow-up in 372 cases, questionnaires in 92, and
hospital records in the others. From this excellent
review, it would appear that the number of children
affected by rheumatoid arthritis in Finland is from 6 to
8/100,000, and that the peak ages at onset are from 1 to 4
and 9 to 14 years. The results of the various radiological,
serological, and clinical studies are similar to previous
published work and, as in so many series, about one-third
of the cases show serious residual involvement. No
specific therapy appeared to influence this, but function
could be maintained provided suitable physiotherapy
and, if necessary, operative therapy was instituted early.

B. M. Ansell

Disease Process in Juvenile Rheumatoid Arthritis.
POLAKOWA, I., RUSZCZYNSKA, J., DUCHOWSKA, H.,
LOJEWSKA, B. (1966). Acta rheum. scand., 12, 287.

Clinical and Therapeutic Aspects of Certain Forms of
Rheumatism in Children. [In Rumanian.] IANCU, A.,
TIRLEA, J., CUCU-CABADAIEF, L., GAROIU-1AZAR, F.,
CETERCHI, D., SURIANU, T., and LUPEA, I. (1966).
Rev. med.-chir. Iaji, 70, 841. 15 refs.

Tentative Assessment of Rehabilitation with Particular
Consideration of the Effects of Balneotherapy on the
Course of Rheumatoid Arthritis in Children. [In
Polish.] LAZOWSKI, Z., GUTOWSKA-GRZEGORCZYK,
G., ROMICKA, A., and MARCHWICKI, I. (1966). Reum.
pol., 4, 321. Bibl.

Electrocardiographic Changes in Children with Rheuma-
toid Arthritis. [In Polish.] 9WIJCICKA, K., and
KoSSOWSKI, R. (1966). Reum. pol., 4, 311. 5 refs.

Early Ophthalmic Changes as the First Manifestation of
Rheumatoid Arthritis in Children. [In Polish.] PIET-
ROWA, N., SOWIN~SKA, J., and STRZELECKA, M. (1966).
Reum. pol., 4, 305. 16 refs.

Serum Neuraminic Acid Concentration in Children with
Rheumatoid Arthritis. [In Polish.] WILKOSZEWSKI,
E., DUCHOWSKA, H., and WOJTECKA, E. (1966).
Reum. pol., 4, 297. 7 refs.

Serological Aspects of the Juvenile Form of Rheumatoid
Arthritis. (Aspetti sierologici delle forme giovanili di
artrite reumatoide.) DANEO, V., ROBECCHI, A., and
VIARA, M. (1966). Reumatismo, 18, 506. Bibl.

Osteo-arthritis
Articular Cartilage and Arthrosis (Review). (Le cartilage

articulaire et l'arthrose.) PEYRON, J. G. (1967).
Sem. Hop. Paris, 43, 114. 3 figs, bibl.

Familial Osteo-arthrosis of the Hip. (A propos du
caractere familial 6ventuel de la coxarthrose.) LOUYOT,
P. (1966). Rev. Rhum., 33,633.

Osteo-arthrosis of the the Hip in Farm Workers. (La
coxarthrose chez l'agriculteur.) LOUYOT, P., and
SAVIN, R. (1966). Rev. Rhum., 33, 625.

Vascular Factor in Osteo-arthritis. BROOKES, M. (1966).
Surg. Gynec. Obstet., 123,1255.

Spondylitis
Ankylosing Spondylitis beginning in Childhood. (Les

spondylarthrites ankylosantes a d6but infantile.)
DAvm-CHAussE, J., and RIBEYROL, J. (1967). Maroc
med., 47, 36. 4 figs, bibl.

Ankylosing Spondylitis in a Case of Postoperative Hypo-
parathyroidism and Hypothyroidism. (Spondylitis
ankylopoetica bei postoperativer Hypoparathyreose
und Hypothyreose.) OTT, V. R., and STtPAN, J. (1967).
Z. Rheumajorsch., 26, 20. 3 figs, bibl.

Atypical Case of Ankylosing Spondylitis. (Un caso
atipico di spondilite anchilopoietica). Mussi, C., and
FORTUNATO, P. (1966). Term. soc., 3, 162. 9 figs,
18 refs.

Functional Re-education in Ankylosing Spondylitis.
(Les aspects particulaires de la reeducation fonctionelle
de la spondylarthrite ankylosante.) MOUNIELOU, E.
(1966). Ann. Me6d.phys., 9, 353. 16 refs.

Clinical Use of Radiostrontium in Evaluation of Spondy-
litis. FELLXNDER, M., and LINDBERG, L. (1966).
J. BoneJt Surg., 48-A, 1585. 16 figs, 7 refs.

Electromyographic Studies and Strength-duration Curves
in Patients with Spondylarthritis Anklyopoetica. Koc-
ZOCIK-PRZEDPELSKA, J., ToMASZEWSKA, J., DZIERZYN-
SKI, M., and STRABURZYNSKI, G. (1967). Rheumatism,
23, 14. 4figs, 16refs.

Terminal Ochronotic Spondylitis. (L'6tat terminale de
la spondyl-arthropathie ochronotique.) MEURMAN
(1966). Ann. Med. intern. Fenn., 55, 95.

Destructive Arthropathy of the Forefoot in the Course of
Ankylosing Spondylitis. (Arthropathies de l'avant-
pied a forme destructive au cours de la spondylar-
thritie ankylosante.) RUBENs-DUVAL, A., VILLIAUMEY,
J., KAPLAN, G., BISSON, M., and RONDIER, J. (1966).
Rev. Rhum., 33, 562.
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Inflammatory Arthritides
Streptococcal Arthritis and Cardiopathy experimentally

induced in White Mice. CAYEUX, P., PANIJEL, J.,
CLUZAN, R., and LEVILLAIN, R. (1966). Nature
(Lond.), 212, 688. 7 figs, 8 refs.
In previous papers the authors of this report from the

Institut Pasteur, Paris, have shown that the "virulence"
of streptococci (that is, their ability to cause rapid death
by septicaemia) is genetically determined. "Patho-
genicity" (the ability to cause lesions which are not
necessarily fatal) is difficult to study in the case of virulent
organisms, because these rapidly kill the experimental
animals; avirulent organisms, on the other hand, are.
quickly eliminated and so cause no lesions at all. The
authors have surmounted this difficulty by giving their
mice 0 1 ml. of a rabbit anti-mouse-macrophage serum;
1 hour later they injected the animals intraperitoneally
with Strain 18t24 Streptococcus pyogenes; doses of 105-5
x 106 organisms, only a few of which were virulent, were
used. Less than 25 per cent. of the mice treated in this
way died.

Segmental swelling of the tail developed in 45 (15 per
cent.) of 300 mice thus infected; various limb joints
became inflamed in seventeen (6 per cent.); in nine (3 per
cent.) there was cachexia associated with the development
of cardiac lesions characterized by enlargement of the
heart and marked thickening of the pericardium, which
adhered to the pleura. A further 150 mice showed
enlargement of the heart without pericarditis. The per-
centage of mice showing lesions was related to the quality
of the macrophage antiserum, for when a pool obtained
from more strongly immunized rabbits was used 20 per
cent. of the mice suffered noticeable arthritis. Similar
results were obtained in experiments in which organisms of
Strain 362t2 were used.

Serial histological sections of pericardium, pleura, and
synovial membrane showed granulomatous lesions,
vascular congestion, and infiltration with lymphocyto-
plasmocytic cells. Rarely, areas of necrosis were seen.
In all cases the myocardium showed interstitial and peri-
vascular infiltration. No renal lesions were found. Type
24 Streptococcus pyogenes was always recovered from the
cardiac or articular lesions. Various control experi-
ments demonstrated that neither normal nor anti-macro-
phage serum in themselves had any effect on mice.
The authors conclude that although the cardiac lesions

did not have the characteristic histological appearance of
the Aschoff body, the sites and synchronized appearance
of the lesions suggest that the experimental syndrome
produced in mice was very similar to rheumatic fever in
man. Harry Coke

An "Experimental" Epidemic of Reiter's Syndrome.
NOER, H. R. (1966). J. Amer. med. Ass., 197, 693.
1 fig., 9 refs.
This paper from the Bureau of Medicine and Surgery

of the U.S. Navy Department reports a sequence of
events which points strongly towards an aetiological
relationship between Reiter's syndrome and bacillary

dysentery. In June, 1962, the crew of a naval vessel
visiting a foreign port celebrated an anniversary with a
picnic. Unfortunately, two of the cooks preparing the
food had mild dysentery (which they had concealed for
fear of losing shore leave), which resulted in 602 of
1,276 men being infected with an organism of the genus
Shigella. The patients were treated with sulphonamides,
and some required chlorpromazine, antispasmodics, and
intravenous fluids.
Within a month of this outbreak nine of the crew had

Reiter's disease, all being convalescent from dysentery,
though none was still harbouring Shigellae. The U.S.
Navy expects on average to see 36 cases of Reiter's
disease each year in a population of over 900,000 men.
The occurrence of nine cases in 16 days from a crew of
1,276 implies a common factor. The author suggests
that the circumstances described support the opinion of
Paronen (Acta med. scand., 1948, 131, Suppl. 212) and
others that bacillary dysentery is a cause of, or predis-
poses to, Reiter's syndrome. A. E. Wright

Reiter's Syndrome treated with Folic Acid Antagonists.
MULLINS, J. F., MABERRY, J. D., and STONE, 0. J.
(1966). Arch. Derm., 94, 335. 8 figs, 7 refs.
Reiter's syndrome is often associated with the cutaneous

lesions of keratosis blennorrhagica, and the clinical
resemblance of these to some forms of psoriasis has led
the authors of this paper, from the University of Texas
Medical Branch, Galveston, and Forth Worth, Texas, to
try the therapeutic effect of folic acid antagonists in
Reiter's syndrome with cutaneous manifestations.

Six patients were studied: all were severely affected
with arthropathy and keratosis blennorrhagica; other
forms of treatment had failed. One patient responded
rapidly to aminopterin (0 5 mg. daily for 6 days followed
by a second 6-day course after 3 days), but a second
patient failed to respond. Three patients were given
methotrexate in a dose of 2- 5-5 mg. daily for two to four
6-day courses. There was excellent improvement in the
skin lesions in two of these cases, and in another both the
skin and the joint lesions responded excellently. The
remaining patient responded unsatisfactorily at first, but
when after an acute exacerbation of his illness he was
given two 7-day courses of methotrexate at a dose of
5 mg. daily in place of the 2 - 5 mg. used initially the skin
lesions cleared almost completely and the joints improved.
No complications occurred with methotrexate. The
authors conclude that even though the course of Reiter's
syndrome is variable a trial of methotrexate may be
beneficial in severe cases, especially for the cutaneous
manifestations. Benjamin Schwartz

Critical Comments on the Diagnosis of Reiter's Syndrome.
(Kritische Stellungnahme zur Diagnostik des Reiter-
Syndroms.) SCHIRMER, A., and BONI, A. (1967).
Z. Rheumaforsch., 26, 142. Bibl.
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degenerative and infective states. It also occurs in
ochronosis and there are isolated reports of its appear-
ance in patients with rheumatoid arthritis, systemic lupus
erythematosus, and haemochromatosis. The authors of
this report, which comes from the Department of Radiol-
ogy of the University of California, San Francisco, pro-
duce evidence that calcification of the meniscus and to a
lesser extent of the articular cartilage of the knee is com-
mon in patients with gout. They reviewed the case
records and radiographs of 58 patients seen between
1958 and 1965 and from these they selected 39 cases of
primary gout for study. Radiographic studies of the
knees were available in 31 of these cases (29 males, 2
females) and of these ten showed meniscal calcification
(3 of these 10 also showed calcification of an articular
cartilage of the knee or of the triangular cartilage of the
wrist.) Radiographs of other limb joints were negative:
the spine was not included in this study. Comparison of
the groups with and without calcification revealed little
difference in age, level of uric acid, and duration of gout
but those with calcification had more severe gout as
judged by the number and size of tophi present. The
incidence of such calcification in a normal elderly popula-
tion (average age 80 years) had been found by previous
workers to be only 7 per cent. and the calcification present
wAS attributed to degenerative processes. Thus the
present incidence of ten cases of calcification out of 31 is
far greater than would be expected in the general popula-
tion.
The authors consider that calcification of the cartilage

seen in gout is a secondary process caused by the gouty
arthritis and that its appearance is not coincidental as
has been suggested in the literature. The deposit of
calcium is light and the predominant involvement of the
knee is attributed partly to the long surface presented by
this joint to the x-ray beam. K. C. Robinson

Occult Renal Impairment in Gouty and Hyperuricemic
Individuals. COLTON, R. S., WARD, L. E., MAHER,
F. T., and FERGUSON, R. H. (1966). Amer. J. med.
Sci., 252, 575.
Renal damage in gout has been reported in 22 to 87 per

cent. of cases. It is generally accepted that serious renal
impairment in gout is often preceded by asymptomatic
proteinuria.
The authors carried out inulin clearance and para-

aminohippuric acid tests on fourteen cases of gout with
normal urine analysis and blood urea, and in four of these
the kidneys showed definite evidence of damage. From
this they argue the risks of renal damage from gout and
the need of extra fluids, diet and reduction of acidity of
the urine, but do not attempt to evaluate the xanthine
oxidase inhibitor allopurinol. G. D. Kersley

Gout and the Pathogenesis of its Attacks. ASK-UPMARK,
E. (1967). Acta med. scand., 181, 163. 6 figs, 11 refs.

Indications for the Recognition of Gout. (Hinweise fur
das Erkennen der Gicht.) SUDHOF, H. (1967).
Med. Welt (Stuttg.), No. 5, p. 239. 5 refs.

Rhizomelic Pseudopolyarthritis (Inflammatory Rheuma-
tism of the Limb Girdles) and its Relation to Temporal
Arteritis. (La pseudo-polyarthrite rhizomelique (rhu-
matisme inflammatoire des ceintures) et ses relations
avec l'arterite temporale.) SOLNICA, J., VEBER, A., and
SEZE, S. DE (1967). Presse mid., 75, 741. 11 refs.

Rhizomelic Pseudo-pseudopolyarthritis. (Pseudo-pseudo-
polyarthrite rhizomelique (PPPR)). CosTE, F., and
BROUET, G. (1966). J. beige Med. phys. Rhum., 21,
303. 2 refs.

An Unusual Type of "Inflammatory Rheumatism" and its
Pitfalls. (Un singulier "rhumatisme inflammatoire"
et ses pieges.) FRANWON, F. (1967). Rev. med.
Liege, 22, 1. 2 figs.

Atypical Bacteria in Whipple's Disease. CHARACHE et al.
(1966). Trans. Ass. Amer. Phycns, 79,399.

Recurrent Acute Inflammation associated with Focal
Apatite Crystal Deposition. McCARTY, D. J., JR., and
GATrER, R. A. (1966). Arthr. and Rheum., 9, 804.
6 figs, 9 refs.

Psoriasis and Arthritis. (Psoriasi ed artropatie.) BAR-
DUAGNI, O., and CARnumfo, 0. A. (1967). Policlinico,
Sez. prat., 74, 33. 11 figs, bibl.

Psoriatic Arthropathy. HUSKISSON (1967). Proc. roy.
Soc. Med., 60, 6.

Haemarthrosis and Haemophilia. STERNDALE (1967).
Proc. roy. Soc. Med., 60, 37.

Pseudo-tumoral Variety ofHaemophilia. (Forme pseudo-
tumorale de 1'hemophilie.) SERRE, H., IZARN, P., and
SIMON, L. (1966). Rev. Rhum., 33, 10,555.

Behfet's Syndrome. MOUNSEY, J. P. D. (1966). Trans.
St. John's Hosp. derm. Soc. (Lond.), 52, 197. 6 figs,
16 refs.

Behpet's Disease and the Nervous System. PALLIS, C. A.
(1966). Trans. St. John's Hosp. derm. Soc. (Lond.), 52,
201. 19 refs.

BehVet's Syndrome and Ankylosing Spondylitis. (Syn-
drome de Behret et spondylarthrite ankylosante.)
WELFLING, J., SIMONIN, J. L., ERARD, H., and SEZE, S.
DE (1966). Rev. Rhum., 33, 575.

Gout
Gout associated with Calcification of Cartilage. DODDS,
W. J., and STEINBACH, H. L. (1966). New Engl. J.
Med., 275, 745. 2 figs, 31 refs.
Calcification of cartilage may occur as a primary con-

dition or as a consequence of hypocalcaemia, trauma, or

F
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ANNALS OF THE RHEUMATIC DISEASES

Treatment of Gout. LAMPE, W. T. (1967). Penn. Med.,
70, 52. 4 refs.

Gout in Lebanon. (La goutte au Liban.) BITAR, E.
(1966). J. med. liban., 19,235.

Gout in Hospitalized Filipinos in Hawaii. ROSENBLATT,
G., DECKER, J. L., and HEALEY, L. A. (1966). Pacif.
Med. Surg., 74, 312. 6 refs.

Renal Complications of Gout. [In Polish.] KoSSA-
KOWSKI, D., and SIDORSKI, S. (1966). Reum. pol., 4,
357. 3 figs, 13 refs.

Renal Complications of Gout. (Complications r6nales de
la goutte.) PRUNIER (1967). Presse med., 75, 139.

Relationships between Glycogen Storage Disease and
Tophaceous Gout. ALEPA et al. (1967). Amer. J.
Med., 42,58.

Uricaemia in Congenital Cyanotic Cardiopathy in Child-
ren. (Etude analytique et statistique de ruric6mie
dans 90 cas de cardiopathies congenitale's"cyanogenes
de 1'enfant.) CHEVALLER and MICHELET (1966). Rev.
Rhum., 33,735.

Alopecia as a Complication of Gout. SPANOPOULOS
(1967). Practitioner, 198, 426.

Colchicine in Gouty Arthritis. (Colchicina en artritis
gotosa aguda). MALWISTA, E., HOWELL, E. R., and
SEEGMILLER, J. E. (1966). Rev. med. Chile, 94, 477.
7 figs, 11 refs.

Treatment of Gout and Disorders of Uric Acid Metabolism
with Allopurinol. OGRYZLOet al. (1966). Canad. med.
Ass. J., 95, 1120.

Allopurinol in the Treatment of Gout and Uric-acid
Nephrolithiasis. (Allopurinol bei Gicht und der
Harnsiure-Nephrolithiasis.) Z6LLNER, N., and SCHAT-
TENKIRCHNER, M. (1967). Dtsch. med. Wschr., 92,
654. 5 figs, bibl.

Use of Allopurinol in Gout, Hyperuricemia, and Uric
Acid Lithiasis. BLECHMAN, W. J., ROSENBERG, D. G.,
and HILF, P. (1967). Sth. med. J. (Bgham, Ala.), 60,
215. 14 refs.

Saturnine Gout. EHRLICH and CHOKATOS (1966).
Arch. intern. Med., 118, 572.

Polyarthritic Gout. (Goutte a forme polyarthritique.)
CosTE, F., and BoNToux, D. (1966). Rev. Rhum., 33,
572.

Bone Disease
Diffuse Articular Chondrocalcinosis in a Case of Primary

Hyperparathyroidism. (Chondrocalcinose articulaire
diffuse au cours d'un hyperparathyroIdisme primaire.)
BLOCH-MICHEL, H., RICHEr, G., GORINS, A., GENUYT,
J., and BION, P. (1966). Bull. Soc. mid. Hop. Paris,
117, 485.
A woman aged 60 with bilateral calcium phosphate

nephrolithiasis was found to have hyperparathyroidism.
After removal of an adenoma, painful swellings occurred
in the ankle, hand, and elbow. Serum uric acid levels
were normal before and after the operation: levels of Ca
and phosphorus had become normal. Xray showed
typical chondrocalcinosis. No biopsy was done and the
process resolved with colchicine treatment. The authors
refer to 22 cases of chrondrocalcinosis and hyper-
parathyroidism, out of a total of 243 chondrocalcinosis
cases recorded in the literature, and discuss possible
mechanisms. E. G. L. Bywaters

Hyperparathyroidism and Articular Chondrocalcinosis.
(Hyperparathyroidie et chondrocalcinose articulaire.)
SERRE, H., SIMON, L., THEVENET, A., and BARJON, M.
C. (1966). J. belge Meid. phys. Rhum., 21, 223. 6 figs,
bibl.

Articular Manifestations of Hyperparathyroidism. (Les
manifestations articulaires de l'hyperparathyroidie.)
RYCKEWAERT, A., SOLNICA, J., LANHAM, C., and SEZE,
S. DE (1966). J. belge Med. phys. Rhum., 21, 289. 9
figs, bib].

Articular Manifestations of Primary Hyperparathyroidism.
(Les manifestations articulaires de l'hyperparathyrol-
disme primitif.) LiEvRE, J.-A., and KuRc, D. (1966).
J. belge Meid. phys. Rhum., 21, 351. 9 refs, 6 figs.

Primary Hyperparathyroidism. (Hyperparathyroidisme
primitif. Le m6tabolisme phospho-calcique dans 50
cas.) LitVRE et al. (1966). Rev. Rhum., 33, 695.

Clinical Features of Hereditary Articular Chondrocal-
cinosis. (Klinik der hereditaren Chondrocalcinosis
articularis.) ASSHOFF, H., BHm, P., SCHOEN, E.,jand
SCHURHOLZ, K. (1967). Dtsch. med. Wschr., 92, 349.
8 figs, bibl.

Articular Chondrocalcinosis or the Pseudo-gout Syndrome.
(Chondro-calcinose articulaire ou syndrome de pseudo-
goutte.) NIENHIs, R. L. F., and VAN PERSUN VAN
MEERTEN, 0. H. (1967). Maroc. mid., 47, 47. 10
refs.

Microparticulate Embolism and so-called Primary Necro-
sis of the Femoral Head in Adults. (Embolies micro-
particulaires et n6croses dites primitives de la tete
f6morale chez l'adulte.) WELFLING, J. (1966). J.
belge Md.phys. Rhum., 21, 327. Bib].
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Treatment varied from a Cloward's anterior arthrodesis
to "sedative massage" and included strengthening exerci-
ses for the cervical flexors in all cases. The authors claim
complete recovery with return of normal strength in 34
cases, a good result with minimal symptoms in fifty, a fair
result with mild to moderate residual symptoms in ten,
and a poor result in eight (adequate follow-up was not
possible in the remaining thirteen). Complete recovery
was obtained in four and a good result in eight of the
fifteen patients who were treated by muscle strengthening
exercises alone (80 per cent.) as compared with 63 per cent.
of the remaining patients who received combined treat-
ment. The best results were obtained in the younger age
groups. They discuss the possible mechanism involved
in the development ofcervical muscle weakness and present
an interesting discussion ofcervical pain.

J. B. Millard

Quantitative Study of Muscle Factors in the Chronic Low
Back Syndrome. ALSTON, W., CARLSON, K. E.,
FELDMAN, D. J., GRIMM, Z., and GERONTINOS, E.
(1966). J. Amer. Geriat. Soc., 14, 1041. 5 refs.
The literature on low back pain is voluminous but little

has been said about the role of muscle weakness as a con-
tributory factor. At the Veterans Administration Hos-
pital, Palo Alto, California, the authors studied trunk
flexion and extension and hamstring muscle tightness in 32
male patients with low back pain and compared them with
32normal controls matched for age, sex, weight, and height.
A second group of twenty patients with low back pain
were similarly matched with 25 normal controls and
examined for abdominal and psoas muscle strength to
assess the relative importance of these muscles in total
trunk flexion. [For the methods of assessment the
original paper should be consulted.]
There was considerable overlap ofdata between patients

and controls but on the whole the patients had weaker
trunk muscles than the controls, the flexors and extensors
being equally affected. Hamstring muscle tightness,
which was assessed in terms ofhip flexion, was significantly
greater in the patients than in the controls.

It is concluded that chronic low back pain that is not
associated with bone or disk disease is often accompanied
by generalized weakness of the trunk muscles. Whether
the muscle weakness is the cause or the result of the pain
could not be assessed but the use of supports or belts is
considered to be contraindicated unless immobilization
is the aim. Exercises aimed at strengthening both flexor
and extensor muscles ofthe trunk are regarded as essential.
The postural role of the hamstrings is discussed but it is
not clear how tightness here aggravates back pain in the
erect position. J. B. Millard

Conservative Management of Low Back Pain; A Review of
700 Cases. MARSHALL, L. L. (1967). Med. J. Aust., 1.
266. 2 refs.

Experimentally produced Synovial Sarcomas. GHAD-
IALLY, F. N., and Roy, S. (1966). Cancer (Philad.),
19, 1901. 12 refs, 12 figs.

Familial Cranio-metaphyseal Dysplasia. (Dysplasie cra-
nio-metaphysaire familiale.) LEJEuNE et al. (1966).
Rev. Rhum., 33, 714.

Electro-acoustic Method of Diagnosing Generalized
Osteopathies and Demonstrating objectively the Results
of Therapy. FREYSCHMIDT et al. (1966). Triangle (En.),
7, 281.

Variations in the Manifestations of Marfan's Syndrome in
Three Brothers. (Ober Manifestationsvariationen bei
drei Brudern mit dem Marfan-Syndrom.) SARVAN, B.
(1966). Med. Welt (Stuttg.), No. 11, p. 517. 48 refs.

Osteo-articular Manifestations of Brucellosis. (Mani-
festations osteo-articularies de la brucellose.) MANSAT,
C., and MANSAT, M. (1967). Rev. mid. Toulouse, 3, 39.

Grading of Osteoporosis on Biopsy Specimens. LINDAHL
(1966). Acta orthop. scand., 37, 333.

Diagnosis of Osteoporosis in Childhood. MCCRAE and
SWEET (1967). Brit. J. Radiol., 40, 104.

Calcium47 Kinetics in Osteoporosis. MELICK (1966).
Aust. Ann. Med., 15,318.

Non-Articular Rheumatism
Role of Anterior Cervical Muscles in Production of Neck

Pain. KROUT, R. M., and ANDERSON, T. P. (1966).
Arch. phys. Med., 47, 603. 2 figs, 13 refs.
The literature on cervical injury and the cervical pain

syndrome does not mention the part played by the anterior
cervical muscles in the development of such pain. At the
Hitchcock Clinic, Hanover, New Hampshire, the authors
first examined 35 normal persons aged 18 to 50 years in
order to obtain a range of normal strength for these mus-
cles. They were tested by manual resistance from the
supine position with the neck in the mid position, and then
with the head rotated to the left or right, and the authors
found that seven of these 35 normal individualshad definite
muscle weakness though they were asymptomatic. Next
a group of 49 patients with cervical and/or upper thoracic
pain with known cervical flexor weakness and another
group of 66 patients with similar symptoms but without
known cervical flexor weakness were studied. The age
range ofthese 115 patients was 9 to 71 years and the various
diagnoses are listed. Significant cervical muscle weakness
was found in 95 (including the 49 who were originally
selected because of this finding); the remaining sixteen
showed no weakness.
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ANNALS OF THE RHEUMATIC DISEASES

Conservative Treatment and Natural History of Acute
Lumbar Disk Lesions. PEARCE and MOLL (1967).
J. Neurol. Neurosurg. Psychiat., 30, 13.

Prognosis of operatively treated Lumbar Disk Herniations
causing Foot Extensor Paralysis. ANDERSSON and
CARLSSON (1966). Acta chir. scand., 132,501.

Periarthritis of the Hip. (P6riarthrites de la hanche.)
FRAN,oN, F. (1966). Ann. Mid. phys., 9, 305. 5 figs,
12 refs.

Case of Epidural Abscess: Thoughts on Bilateral Sciatica.
(A propos d'un cas d'abc6s 6pidural. R6flexions sur
les sciatiques bilaterales.) DuBois, J.-L., DELCOURT,
P., RAYNAL, L., and WALLON, P. (1966). J. belge
Med. phys. Rhum., 21, 341. 2 figs, 9 refs.

Abduction of the Arm in the Scapular Plane: Scapular and
Glenohumeral Movements. FREEDMAN, L., and MUN-
RO, R. R. (1966). J. Bone Jt Surg., 48-A, 1503. 5 figs,
10 refs.

Cervical Spondylosis. BOWDEN (1966). Proc. roy. Soc.
Med., 59, 1141.

Cervical Spondylosis. HOLT and YATES (1966). Proc.
roy. Soc. Med., 59, 1146.

Musculoskeletal Disorders after Renal Homotransplanta-
tion: A Clinical and Laboratory Analysis of 60 Cases.
BRAvo, J. F., HERMAN, J. H., and SMYTH, C. J. (1967).
Ann. intern. Med., 66, 87. 7 figs, bibl.

Pararheumatic (Collagen) Diseases
Long-term Study of Sarcoid and Its Modification by

Steroid Therapy: Lung Function and Other Factors in
Prognosis. STONE, D. J., and SCHWARTZ, A. (1966).
Amer. J. Med., 41, 528. 1 fig., 14 refs.
In this paper the authors report their long-term obser-

vations of 37 patients with proven sarcoidosis treated at
the Veterans Administration Hospital, Bronx, New
York. In four patients (Group 1) only the hilar lymph
nodes were affected; in sixteen (Group 2) there was pul-
monary disease with or without thoracic lymph node
enlargement; in the remaining seventeen (Group 3) at
least one other organ system, as well as the lungs, was
affected. All the patients in Group 3 were non-Caucasian,
compared with only a quarter of the patients in each of
the other groups. The prognosis varied according to the
degree of involvement. During the period of observa-
tion, which was more than 6 years in most cases, five
patients in Group 3 died and nine were disabled, whereas
in Group 2 only three died and one was disabled, and in
Group 1 all the patients remained fit.

Remissions and exacerbations were common in Group
3, but changes in the pulmonary lesions bore no relation
to those in other organs. The commonest extrapul-
monary lesions were in the skin, liver, and spleen. Cal-

cium metabolism was disturbed in six patients, two of
whom had evidence of severe pyelonephritis.
The authors analysed serial chest radiographs. These

showed that enlarged mediastinal nodes might persist
unchanged for years while the patients remained clinically
well. No case of pleural effusion was seen. There was
no relation between the extent of pulmonary infiltration
and the eventual outcome of the disease. Shrinkage of
lung volume, the appearance of multiple small bullae, and
upward retraction of the lung roots were irreversible and
associated with pulmonary disability. Ifcomplete resolu-
tion occurred it did so within 3 years.
Necropsy was performed on seven of the eight patients

who died. The lungs showed parenchymal and peri-
bronchial fibrosis, with marked bronchial dilatation.
Microscopically there was sarcoidosis, but the absence of
infection was striking.
The results of pulmonary function tests correlated well

with the degree of clinical disability, and these tests had
prognostic significance. There was no conclusive evi-
dence that steroid therapy prevented pulmonary in-
sufficiency, though subjective and objective improvement
occurred in some patients with secondary bronchitis,
which may be an indication for such therapy.

B. Herszenhorn

Lupus Polyarthritis (Clnical and Morphological In-
vestigation). NESsovoRovA, L. I. (1966). Rheuma-
tism, 22, 99. 4 figs, 18 refs.
Clinical and pathological studies on 105 patients with

joint involvement that developed during the course of
systemic lupus erythematosus (SLE) are reported in this
study from the Research Institute of Rheumatism,
Academy of Sciences of the U.S.S.R., Moscow.

This series consisted of 102 females and three males
between the ages of 17 and 55 years who were diagnosed as
having SLE on clinical grounds, on the presence of LE
cells in the blood and antinuclear factor in the serum, and
also on necropsy findings. The patients had been under
observation for 1 to 5 years.
During this time 97 per cent. had somejoint involvement

which included arthralgia, acute asymmetrical poly-
arthritis, subacute polyarthritis which tended to be
symmetrical, and chronic polyarthritis complicated by
deformities. Myalgia, myositis, and tenosynovitis were
also common findings. Radiographic examination of
the joints showed that bone rarefaction was the common-
est manifestation (60 per cent. of cases); moreover,
narrowing of the joint space, small marginal erosions,
and subluxations were seen in 18 per cent. ofthosepatients
with chronic and subacute polyarthritis. Gross de-
formity or destruction was not seen. Histology of the
joint tissues showed no villous hypertrophy, no pannus,
and a paucity of cellular infiltrate. The characteristic
features of lupus synovitis-the disintegration of cell
nuclei and formation of haematoxylin bodies-were seen
most frequently during the active phase of the disease.
Fibrinoid and degenerative changes rather than prolifera-
tive changes predominated. The deformity and destruc-
tion that does occur in these cases is considered by the
author to be the result of damage to associated muscles
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Some Differences between Scleroderma, Dermatomyositis,
and Acute Lupus Erythematosus and Consequent
Differences in Treatment. (t1ber einige Wesensunter-
schiede von Sklerodermie, Dermatomyositis, und Lu-
pus erythematodes acutus und die darauf basierende
differente Therapie.) KORTING, G. W. (1967). Dtsch.
med. Wschr., 92, 281. 3 figs, bibl.

Carotid Arteritis and Cerebral Infarction due to Sclero-
derma. LEE, J. E., and HAYNES, J. M. (1967). Neuro-
logy (Minneap.), 17, 18. 3 figs, 18 refs.

"Extreme Left Axis Deviation" and Other Electrocardio-
graphic Changes in Scleroderma. ("Estreme deviaz-
ione sinistra dell'asse elettrico" e altre alternazioni
elettrografiche nella malattia sclerodermica.) LAB-
RIOLA, E., DI BLASE, G., SPAGNA, I., and ABATE, G.
(1966). Clinica (Bologna), 26, 201. 18 refs, 4 figs.

Scleroderma and Pregnancy: Clinical and Biological
Studies. (Sclerodermie et grossesse: etudes cliniques
et biologiques.) MOGHTADER, R., KAHN, M.-F.,
Moussy, P., ROUSSELET, F., and SEZE, S. DE (1967).
Presse mid., 75, 381. 3 figs, 17 refs.

Differential Diagnosis of Erythema Nodosum. (Zur
Differentialdiagnose des Erythema nodosum.) BEH-
REND, H., BEHREND, T., and WILCKENS, M. (1967).
Z. Rheumaforsch., 26,65. 11 figs.

Paralimbal Ring Keratitis and Absence of Lysozyme in
Lupus Erythematosus. MINTON, L. R. (1965). Amer.
J. Ophthal., 60, 532. 3 figs, 8 refs.

Connective Tissue Studies
Antinuclear Factors in Synovia: Possible Participants in

the Rheumatoid Inclusion Body. BARNETT, E. V.,
BIENENSTOCK, J., and BLOCH, K. J. (1966). J. Amer.
med. Ass., 198, 143. 4 figs, 20 refs.
The synovial leucocytes of nearly all patients with

rheumatoid arthritis contain inclusion bodies which, it
has been suggested, are aggregated y-globulin-rheumatoid-
factor complexes. Such complexes might cause
degeneration of the ingesting leucocytes with consequent
release of their lysosomal enzyme and hence the produc-
tion of further inflammation. Particles of leucocytes,
thought to be DNA, have in fact been demonstrated in
the joint fluid of patients with rheumatoid arthritis, and
in this paper from Harvard Medical School, Boston, and
other centres in the U.S.A. the authors report their
investigation of the hypothesis that in the rheumatoid
patient any joint injury causing inflammation may set in
motion a self-perpetuating process involving altered
nuclear material and anti-nuclear antibody. They made
an analysis of the immunoglobulin classes of antinuclear
factor (ANF) in paired synovia-serum samples from
patients with various rheumatic diseases and also per-
formed immunofluorescent studies on cytoplasmic in-
clusions in a few cases.

and tendons. In conclusion, he discusses the possible
cause of the joint lesions in SLE. J. S. Malpas

Positivity of the L.E. Phenomenon in Various Stages
during the Course of Systemic Lupus Erythematosus.
[In Czech.] VACHTENHEIM, J. (1967). Vnitrnl Lek.,
13, 52. 10 refs, 1 fig.

Maintenance Therapy of Systemic Lupus Erythematosus.
(La terapia di mantenimento dell'eritematoviscerite
luposa.) MANDELLI, F., LIOTT'A, S., and CERRuTn, P.
(1966). Progr. med. (Roma), 22,964. Bibl.

Panniculitis, Vasculitis, and a Positive Lupus Erythema-
tosus Cell Test. MACOUL (1967). J. Amer. med. Ass.,
199, 428.

Heliotropic Discolouration of the Eyelids: Occurrence in a
Probable Case of Disseminated Lupus Erythematosus.
CARR et al. (1966). Amer. J. Dis. Child., 112, 585.

Clinical and Experimental Studies on the Hydralazine
Syndrome and its Relationship to Systemic Lupus
Erythematosus. ALARC6N-SEGOVIA, D., WAKfIM, K. G.,
WORTHINGTON, J. W., and WARD, L. E. (1967).
Medicine (Baltimore), 46, 1. 9 figs, bibl.

Interstitial Diffuse Calcinosis: Discussion of its Relation to
the Collagen Diseases. (Calcinose interstitielle diffuse:
Discussion de ses rapports avec les maladies du col-
lagene.) WAREMBOURG, H., HuRIEz, C., AGACHE, P.,
BOMBART-THOREUX, M., and DELOMEZ, M. (1967).
Presse med., 75, 447. 5 figs.

Neurological Manifestations of Collagen-vascular Disease.
MILLER (1966). J. roy. Coll. Phycns, 1, 15.

Articular Signs of Sarcoidosis. (Les manifestations
articulaires de la sarcoldose.) LEBACQ, E., and
RUELLE, M. (1966). Rev. Rhum., 33, 611.

Polymyalgia Rheumatica. KRA, S. J. (1966). Conn.
Med., 30, 887. 13 refs.

Takayasu's Disease with Giant Cell Arteritis. (Rhuma-
tisme inflammatoire et maladie de Takyasu avec ar-
t6rite giganto-cellulaire.) SERRE, H., LABAUGE, R.,
SIMON, L., and BARJON, M. C. (1965). Rev. Rhum., 33,
567.

Periarteritis Nodosa in Children. Report on Two Cases.
[In Polish.] ROzTROPOwIcz-DENISIEWICZ, K., MAL-
DYK, E., and SZYMAIF4SKA-JAGIELLO, W. (1966). Reum.
pol., 4, 367. 2 figs, bibl.

Glomerular Capillary Wall in Human Kidney Disease:
Acute Glomerulonephritis, Systemic Lupus Erythema-
tosus, and Pre-Eclampsic-eclampsia. Comparative
Electron Microscopic Observations and a Review.
FArrH and TRuMP (1966). Lab. Invest., 15, 1682.
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ANNALS OF THE RHEUMATIC DISEASES
ANF of one or more of the immunoglobulin classes

was found in both the serum and the synovia of seven out
of 21 patients with definite or classical rheumatoid
arthritis, in the serum only (in low titre) of four patients,
and in the synovia only of two; it was not found at all in
the remaining eight patients. Rheumatoid factor (RF)
was found in the serum and synovia of twelve patients,
in the serum only of four, and in neither the serum nor
the synovia of three (the synovia of two patients was not
tested but RF was found in the serum in one of these
cases). The levels of synovial haemolytic component
and second component ofcomplement (C'2) activity in the
patients with rheumatoid arthritis was moderately or
markedly reduced in nearly all cases.
ANF was found in the synovia of one out of nine

patients with degenerative arthritis, in the synovia and
serum of one out of twelve patients with gout or pseudo-
gout, in the serum of one patient with staphylococcal
arthritis, in the synovia of one patient with Hodgkin's
disease (complicated by an infective arthritis), and in the
serum of one patient with psoriatic arthritis; the synovia
of this last patient also contained RF. Reduced levels of
synovial haemolytic complement or C'2 activity were
occasionally found in patients suffering from other
arthritides.
The synovial leucocytes from four patients with rheu-

matoid arthritis contained yG, yM, and fi1C globulin (a
moiety of the third component of complement) more
frequently than did those from three patients with other
arthritides. Contrary to the authors' expectations,
however, nuclear antigenic determinants capable of
reacting with the ANF obtained from the serum of a
patient with systemic lupus erythematosus were found in
the inclusion bodies of only one rheumatoid patient, and
the authors are unable to explain this failure to demons-
trate nuclear antigens by the immunofluorescent tech-
nique. V. Wright

Abnormalities of Connective Tissue Cells cultured from
Patients with Rheumatoid Arthritis. I. Relative Un-
responsiveness of Rheumatoid Synovial Cells to Hydro-
cortisone. CASTOR, C. W., and DORSTEWITZ, E. L.
(1966). J. Lab. clin. Med., 69, 300. 6 figs, 20 refs.
Several studies of the connective tissue cells in rheu-

matoid arthritis have been made, and it is known that
these cells proliferate unrestrainedly and produce an
excess of hyaluronic acid. The authors of this paper,
from the University of Michigan Medical School and the
Rackham Arthritis Research Unit, Ann Arbor, Michigan,
have investigated the effects ofhydrocortisone on synovial
tissue connective cells maintained in culture. The cells
came from eight patients with rheumatoid arthritis and
thirteen patients with other types of disease, and were ob-
tained at operation or biopsy.
No morphological difference between the cells from

rheumatoid and nonrheumatoid subjects could be dis-
cerned, and both types produced large amounts of hyalu-
ronic acid. However, the rheumatoid cells grew more
slowly, and five of the strains secreted hyaluronic acid of
slightly lower intrinsic viscosity than normal, while

that secreted by two other strains was of considerably
higher viscosity.

It was found that hydrocortisone exerted its greatest
effect at a concentration of 1-0 ug/ml. in the culture
medium, and this concentration was therefore used in
experiments. In the normal strains hydrocortisone
stimulated cell mitosis, reduced the mean cell volume,
and decreased the rate of synthesis of hyaluronic acid.
These effects were all much less prominent or even com-
pletely absent in the case of the rheumatoid cells. In
preliminary observations of other types of arthritis it was
found that cells from patients with traumatic arthritis or
rheumatoid spondylitis responded to steroids in the same
way as normal strains.

Inoculation of cellular and medium components from
three rheumatoid strains caused no cytopathic effects in
primary rhesus monkey kidney cultures, and no myco-
plasma organisms could be found before or after the
passage of these materials through such cultures.

E. G. L. Bywaters

Synovial Giant Cells in Rheumatoid Arthritis. GRIMLEY,
P. M., and SOKOLOFF, L. (1966). Amer. J. Path., 49,
931. 14 figs, bibl.
From the National Institutes of Health, Bethesda,

Maryland, the authors report the finding of distinctive
giant cells in synovial tissue (obtained at operation)
from nine out of nineteen patients with sero-positive rheu-
matoid arthritis. No such cells were found in nine
specimens from patients with sero-negative rheumatoid
arthritis or in four patients whose serological reactions
were not known, nor were they found in control specimens
from healthy subjects (25) or patients with traumatic or
other synovitis (7) or infective arthritis (2) or from pigs
with villous synovitis (6).
The giant cells were ovoid and measured approximately

40 u in the greatest dimension, with up to twelve peri-
pherally-placed nuclei. These resembled the nuclei of
the mononuclear lining cells. There were numerous
cytoplasmic granules, well stained by the PAS method;
their histochemical reactions suggested a neutral muco-
substance with a minor esterified lipid component.
Haemosiderin was occasionally found. The cells dis-
played acid phosphatase activity. Where giant cells
were found there was hyperplasia of the lining cells of the
synovium, the giant cells themselves being usually at a
distance of 25-100 ,u from the synovial surface. On
electron microscopy the fine structural characteristics of
the giant cells were basically similar to those of the
macrophage-like cells which form the predominant com-
ponent of the synovial surface. G. Loewi

Some Biochemical and Biophysical Aspects of Joint
Stiffness: Role of Collagen Synthesis as Opposed to
Altered Molecular Bonding. PEACOCK, E. E., JR. (1966).
Ann. Surg., 164. 1.
Temporary immobilization of normally movable joints

often results in permanent loss of motion but the actual
mechanism which causes this and the exact changes in
joint structures which are responsible for decreased
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mobility are unknown. The causative pathology can be
divided into two main categories, extra and intra-articular
-and the intra-articular stiffness involves basic changes
in the physical properties of collagenous tissue. The
mechanism by which immobilization leads to permanent
immobility must be understood if prevention and satis-
factory treatment are to be possible. Once these changes
are defined, ways by which they can be reversed will
become apparent, and prevention and treatment of small
joint stiffness will be more predictable and successful than
other methods.

While attempting to solve some of these problems it
has been helpful to make several hypotheses which can be
proved or disproved by experimental methods. The first
such hypothesis assumes that decrease in joint motion is
due to changes in collagenous tissue, proved by dissection
of numerous human stiff finger joints and animal limbs,
and relief ofjoint immobility only occurs when the dense
connective tissue of the joint capsule or collateral liga-
ments is divided. A second hypothesis is based on the
assumption that two basic changes appear possible in
collagenous tissue and either or both cause joint stiffness.
These are changes in the amount of collagen present and
changes in its elasticity, and in the opinion of the author,
the latter plays no part in joint stiffness.
The capsule, volar plate, and collateral ligaments of

finger joints are tough, non-elastic membranes and the
cause of interarticular joint immobility appears to be the
result of shortening or fixation of these structures;
the conclusion is reached that new collagen synthesis or
reabsorption or both must be the fundamental processes
by which interarticular joint stiffness is produced.

Prevention or selected removal of new collagen syn-
thesis by biophysical or biochemical processes would
seem to hold greater promise for the control of joint
stiffness than surgical means. Identification of the
fundamental process by which joint stiffness occurs, is the
first step in developing such measures. A. Kates

Hydrothermal Shrinkage and the Ageing of Collagen.
LAWSON, N. W., GILES, W. M., and PIERCE, J. A.
(1966). Nature (Lond.), 212, 720.
The hydrothermal shrinkage of collagen is a first order

phase transition essentially the same as melting. The
temperature at which shrinkage can first be detected
(Ts) increases with the age of the donor animal, but when
the Ts is determined isometrically, as here reported, age
makes no difference. Nevertheless, there is a fivefold
increase in the force of contraction of rat tail tendon of
animals 2 years old compared with animals 2 months old.
This is only partly due to the increase in collagen per unit
of wet weight as collagen ages: the remainder is attributed
to forces lateral to the axis of the peptide chains.

L. E. Glynn

Articular Cartilage. (Le cartilage articulaire. Prob-
lemes d'histophysiologie et de physiopathologie.)
RUBENS-DUVAL, A. (1967). Sem. Hop. Paris, 43, 311.
Bib].

Comparative Study of Roentgenographic Techniques for
Detection of Calcium Pyrophosphate Dihydrate De-
posits (Pseudogout) in Human Cartilage. PARLEE, D.
E., FREUNDLICH, I. M., and MCCARTY, D. J. (1967).
Amer. J. Roentgenol., 99, 688. 15 refs, 7 figs.

Fine Structure of Articular Cartilage in Mice receiving
Cortisone Acetate. SILBERBERG et al. (1966). Arch.
Path., 82, 569.

Increased Soluble Collagen Content of Affected and Nor-
mal-Looking Skin in Dermatomyositis, Lupus Erythe-
matosus, and Scderoderma. LAITINEN, O., UiTro, J.,
HANNUKSELA, M., and MUSTAKALLIO, K. K. (1966).
Ann. Med. exp. Fenn., 44, 507. 9 refs.

Identification, Distribution, and Significance ofa Collageno-
lytic Enzyme in Human Tissues. RILEY, W. B., JR.,
and PEACOCK, E. E., JR. (1967). Proc. Soc. exp. Biol.
(N. Y.), 124, 207.

Human Tendon Collagen-both Soluble and Insoluble in
Citrate-and its Reactions to Normal and Rheumatoid
Sera. (Extraccion de colageno de tendon humano en
sus fracciones citrosoluble e insoluble y sus reacciones
immunologicas frente a sueros normales y de pacientes
con artritis reumatoidea.) CARUSO, A. C., and
SALOMONE, J. (1965). Arch. argent. Reum., 28, 10.
1 fig., 17 refs.

Molecular Diseases of Connective and Vascular Tissues. I.
The Source of Lathyritic Collagen. PAGE and BENDrrr
(1966). Lab. Invest., 15, 1643.

Nature of the Intramolecular Cross-links in Collagen. The
Separation and Characterization of Peptides from the
Cross-link Region of Rat Skin Collagen. BERNSTEIN
and PIEz (1966). Biochemistry (Easton, Pa.), 5, 3460.

Hydroxyprolyl-soluble Ribonucleic Acid and the Bio-
synthesis of Collagen. URIVETZKY et al. (1966).
Arch. Biochem., 117,224.

Some Effects of Hormones on Contractile Properties of
Rat Tail Tendon Collagen. STEINETZ et al. (1966).
Endocrinology, 79, 1074.

Limited Cleavage of Native Collagen with Chymotrypsin,
Trypsin, and Cyanogen Bromide. BORNSTEIN et al.
(1966). Biochemistry (Easton, Pa), 5, 3803.

Depolymerizing Action of Pepsin on Collagen. I.
Column Fractionation of the Component Polypeptide
Chains. WORRALL and STEVEN (1966). Biochim.
biophys. Acta, 130, 184.

II. Molecular Weights of the Component Polypeptide
Chains. STEVEN (1966). Biochim. biophys. Acta,
130, 190.
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Single-stage Partial Depolynwization of Collagen Fil*ils.
STEVEN (1966). Biochim. biophys. Acta, 130, 196.

Multiple-stage Depolymerization of Collagen Fibrils.
STEVEN (1966). Biochim. biophys. Acta, 130, 202.

Relation between the Shrinkage of Native Collagen in
Acid Solution and the Melting Temperature of the
Tropocollagen Molecule. RIGBY (1967). Biochim.
biophys. Acta, 133,272.

Densities of Collagen dehydrated by Some Organic Sol-
vents. PODRAZKY and SEDMEROVA (1966). Experi-
entia (Basel), 22, 792.

Antinuclear Factors in Synovial Fluids. MACSWEEN,
R. N. M., DALAKOS, T. K., JASANI, M. K., WILsoN,
M. E., BOYLE, J. A., BUCHANAN, W. W., and GoUDE,
R. B. (1967). Lancet, 1,312. l0refs.

Critical Studies of Particulate Bodies in the Leucocytes of
Synovial Fluid. (Considerazioni critiche su particolari
formazioni nei leucociti dei liquidi sinoviale.) GIG-
ANTE, D., TEODORI, S., and COARI, G. (1966). Progr.
med. (Roma), 22, 867. 6 figs, 15 refs.

Diagnostic Value of the Synovial Ragocyte. (Die
diagnostische Bedeutung des Synovialragozyten.)
THUMB, N., BEILHACK, H., and GANGL, A. (1966).
Wien. Z. inn. Med., 47, 493. 2 figs, 7 refs.

Cells with Protoplasmic Inclusions in the Synovial Fluid.
(Estudio de la celulas con inclusiones protoplasmaticas
en el liquido sinovial o su interes para el diagnostico.)
BARCEL6, P., SANS-SOLA, L., BRAVO CONDE, J. R., and
RIPoLL-G6MEz, M. (1966). Rev. esp. Reum., 11, 388.
3 figs, 7 refs.

Aetiological Significance of Rod-shaped Bodies in Rheu-
matoid Synovia. Roy, S., and GHADIALLY, F. N.
(1967). Nature (Lond.), 213, 1139. 1 fig., 6 refs.

Permeability of traumatically Inflamed Synovial Membrane
to Commonly-used Antibiotics. RAPP et al. (1966).
J. Bone Jt Surg., 48-A, 1534.

Immunology and Serology
Effect of Active and Inactive Rheumatoid Factors on

Tolerance to Human y-Globulin in Swiss Mice. AZAR,
M. M. (1966). J. Immunol., 97, 445. 2 figs, 18 refs.
Neonatally established tolerance to human y-globulin

(an ethanol-fractionated preparation or pure IgG) could
be terminated by injection of an active rheumatoid factor
(isolated by column fractionation) but not by a similar
preparation rendered inactive by ageing. Four groups of
thirty tolerant mice were challenged at 80 to 85 days after
birth with rheumatoid factor (RF) or y-globulin as an
aqueous suspension or emulsified in Freund's adjuvant.

Tolerant mice which received IgG in adjuvant did not
produce antibody detectable by gell diffusion or indirect
haemagglutination except to a minor component of
human y-globulin. Mice in which tolerance was termi-
nated by injection of RF showed by day 90, using either
technique, antibody specific for IgG. The author
considers that termination of tolerance may result from
RF combining with human y-globulin fragments or, more
probably, by the antigenicity ofRF itself being potentiated
by the formation of RF-y-globulin complexes following
localization in mesenchymal tissue in the mice.

N. R. Ling

Simple Method of distinguishing Increased Erythrocyte
Sedimentation Rate due to Malignant Disease from that
due to Inflammation. (Eine einfache Methode zur
Trennung tumor- und entzundungs-bedingter Sen-
kungsbeschleunigungen). GROSS, R., GERHARD, W.,
and RASSNER, G. (1966). Dtsch. med. Wschr., 91,
1869. 2 figs, 34 refs.
Measurement of the ESR in freshly-taken plasma in-

variably shows higher values than plasma that has been
kept in an incubator at 370 C. for several hours, and it
is thought that the heat inactivates some factor in the
plasma so that the ESR is "stabilized". This stabil-
ization reaches a maximum in 12 hours at the above
temperature.
At the University Medical Clinic, Cologne, this

finding has been used to test the effect of incubation
of plasma at 370 C. for 4 to 5 hours on the ESR in 300
patients suffering from either neoplasms or a variety
of infections, the results being compared with a control
ESR figure of over 20 mm. in 2 hours. It was found
that in the patients with infections both the 4- and 5-
hour values were much lower than the control value,
whereas in the patients with tumours the values at
both times did not differ greatly from the control value.
Thus the factor in the plasma which increases the ESR
in the presence of infection is more readily inactivated by
heat than that associated with neoplasms. The test
gave a correct differential diagnosis between infections
and tumours in 80 per cent. of cases, but it could not
distinguish between acute and chronic infections,
tuberculosis, or "rheumatic" infections, no significant
difference being observed in the behaviour of plasma.

Various lipases of animal and vegetable origin were
added to the plasma and these produced a rapid and
sustained heat stabilization; this suggested to the authors
that lipase activity of some kind is the limiting factor in
the heat stabilization of the ESR. E. Lester

Transcortin. A Corticosteroid-binding Protein of Plasma.
IX. Isolation and Characterization. SLAUNwHrE et
al. (1966). Biochemistry (Easton, Pa.), 5, 3527.

Sensitive Radioimmunoassay for Plasma ACTH Levels.
DEMURA et al. (1966). J. clin. Endocr., 26, 1297.

Simultaneous Determination of Plasma 17-oxosteroids and
17-hydroxycorticosteroids in Normal Men. DESHPANDE
and BULBROOK (1966). J. Endocr., 36, 363.
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Immunofluorescence with M Protein on the Myocardium
of Rheumatic Subjects. (Immunofluorescenza con
proteina M su miocardio di soggetti reumatici).
ANGELINO, P. F., VACCA, G., and MILOcco, I. (1967).
Minerva med., 58, 253. 11 figs, 17 regs.

Antimyocardial Serum Factors in Rheumatic Fever
detected by the Immunofluorescence Method. ZITINAN,
D., and BOSMANSKY, K. (1966). Acta rheum. scand.,
12, 267. 1 fig., bibl.

Uronic Acid Metabolism in the Blood of Healthy Subjects
and Patients with Degenerative and Inflammatory Joint
Diseases. (0ber den Uronsdurenstoffwechsel im
Blut beim Gesunden und Patienten mit degenerativen
und entzundlichen Gelenkserkrankungen.) MAIBACH,
E. (1967). Z. Rileumaforsch., 26, 97. 2 figs, bibl.

Rheumatoid Factor and Immuno-Conglutinin Responses
following Various Vaccinations. AHo, K., SOMER, T.,
and SALO, 0. P. (1967). Proc. Soc. exp. Biol. (N. Y.),
124, 229. 15 refs.

Hidden Rheumatoid Factors with Specificity for Native
y-Globulins. ALLEN, J. C. and KUNKEL, H. G. (1966).
Arthr. and Rheum., 9, 758. 1 fig., bibl.

Anti-heavy Chain Activity of the Monoclonal (Paraprotein)
Cryoglobulins with Rheumatic Factor Effect. BALAZS,
V., and FROHLICH, M. M. (1966). Amer. J. med. Sci.,
252, 668. 5 figs, bibl.

Behaviour of Tests for Rheumatoid Factor in Syphilitic
Patients. (Comportamento delle prove per la ricerca
del fattore reumatoide nei luetici.) LIOTrA, S.,
SCANDARIATO, V., MANCINI, E., and ARMENTANO, E.
(1966). Progr. med. (Roma), 22, 817. 19 figs.

Clinical Importance of the Rheumatoid Factor in Old Age.
[In Czech.] HRNcik, Z., DVORAK, K., and MATbA,
F. (1967). eas. Lek. ces., 106, 257. 6 figs, bibl.

Comparison of Rheumatoid Factors from Normal Persons
with Those in Rheumatoid Arthritis. (Vergleich von
Rheumafaktoren bei Normalpersonen mit Rheuma-
faktoren bei progredient chronischer Polyarthritis.)
FEHR, K., MAJER, H., and BONI, A. (1967). Z.
Rheumforsch., 26, 113. 4 figs, bibl.

Comparative Study on the Virulence of Mycoplasma
arthritidis and Mycoplasma hominis Type 2 Strains in
Rats. COLE, B. C., MILLER, M. L., and WARD, J. R.
(1967). Proc. Soc. exp. Biol. (N. Y.), 124, 103. 1 fig.,
15 refs.

Dilution Dependent Auto-inhibition of Agglutination in
Rheumatoid Arthritis Sera and Rabbit Anti-Human
yG Antisera. ORESKES, I., and SHORE, B. (1966).
J. Immunol., 97, 600. 1 fig., bibl.

Role of Serum Mucoproteins in determining Activity of
Rheumatic Process. MoRozovA, L. I. (1966). Vop.
Reum., No. 4., p. 28.

Qualitative and Quantitative Studies of the Seromucoids in
Collagen Disease and Degenerative Arthropathies.
(Richerche qualitative e quantitative sul sieromucoide
in corso di collagenopatie ed artropatie degenerative.)
SCALABRINO, R., FRANZINI, C., and Rossi, L. (1966).
Reumatismo, 18, 501. Bibl.

C-Reactive Protein Test in Rheumatic Diseases. DELLA-
MARTINA, F. (1967). Rheumatism, 23, 22. 4 refs.

Value of the Method of Passive Haemagglutination with
Polysaccharide C in detecting C-Reactive Protein as
Compared with Precipitation in Capillaries and to Slide
Latex with anti-C-Reactive Protein Serum. [In
Polish.] BRZEZI1*SKA, B. (1966). Reum. pol., 4,
331. 6 refs.

Brucella Immunization in Patients with Sero-positive and
Sero-negative Rheumatoid Arthritis. WALLER, M.,
ELLMAN, H. M., and TOONE, E. C. (1966). Acta
rheum. scand., 12, 240. 19 refs, 3 figs.

Blocking Effect of Rheumatoid Factor on Complemeut
Fixation by Thrombocyte Iso-Antibodies. KISSMEYER-
NIELSEN, F., SVEJGAARD, A., KJERBYE, K. E., and
CHRISTENSEN, T. (1967). Vox Sang. (Basel), 12, 199.
1 fig., 14 refs.

Automated Screening for Sheep Erythrocyte Agglutination.
MORRIS, T. K., and BYWATER, F. J. (1967). J. clin.
Path., 20, 95.

Immunofluorescent Localization of the Third and Fourth
Component of Complement in Synovial Tissue from
Patients with Rheumatoid Arthritis. RODMAN et al.
(1967). J. Lab. clin. Med., 69, 141.

Immuno-electrophoretic Investigations of Blood Serum
Proteins in Muscular Diseases. ASKANAS, W. (1967).
J. Neurol. Neurosurg. Psychiat., 30, 43.

Anti-y-globulin and Antinuclear Factors. CAMMARATA
et al. (1967). J. Amer. med. Ass., 199, 455.

Anti-nuclear Factors in Rheumatoid Arthritis, Systemic
Lupus Erythematosus, and Other Diseases: Revaluation
of the Nucleoprotein Complement-Fixation Technique
and Anti-complementary Activity. ONODERA, S.,
SCHUBART, A. F., EWALD, R. W., and HEUCKENKAMP,
P. U. (1966). J. chron. Dis., 19, 1133. Bibl.

Studies on the Pathogensis of Acute Inflammation. VIII.
The Failure of ADP and Other Nucleotides to Modify
Phagocytosis and Clumping by Human Leucocytes.
ALLISON and LANCASTER (1967). J. Lab. clin. Med.,
69, 15.
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Serum Cerloplasmin Concentration in Rheumatoid
Arthritis, Ankylosing Spondylitis, Psoriasis, and
Sarcoidosis. KOSKELO, P., KEKKI, M., VIRKKUNEN,
M., LASSUS, A., and SOMER, T. (1966). Acta rheum.
scand., 12, 261. 13 refs.

Serum Uric Acid in Psoriasis and Arthritis. BEVERIDGE,
G. W., and LAWSON, A. A. H. (1967). Scot. med. J.,
12, 21. 3 figs, bibl.

Biochemical Studies
Regulation of the Synthesis and Release of ACTH.

VERNIKOS-DANELLIS, J. (1965). Vitam. and Horm., 23,
97.
Our inability to monitor directly either the in-flow to

the adenohypophysis of the factor or factors that control
its synthesis of ACTH or the rate at which it secretes
ACTH has led to the use of many indirect means of
studying the regulation of ACTH synthesis and release.
This review describes and to some extent evaluates the
means that have been used. The complexity of the
subject is revealed by the author's reference to more than
400 publications. One of the problems reviewed, which
remains complex, is the interpretation of the effects of
Metopirone (Metyrapone) administration. Apart from
this the subject matter is derived almost entirely from
studies of laboratory animals and is ofmore interest to the
laboratory physiologist than to the scientifically-
minded physician. Needless to say Vitamins and
Hormones should be found (and usually is) in every
department in which medical scientists work. H. F. West

Excretion of Hydroxyproline in the Urine of Normal
Persons and Patients with Rheumatic Diseases. (Die
Hydroxpyrolinausscheidung im Urin von Normal-
personen und Patienten mit rheumatischen Erkran-
kungen). HARTMANN, F. (1966). Klin. Wschr., 44,
1053. 2 figs, 45 refs.
At the First Medical Clinic of the University of Kiel

the authors have compared the 24-hour urinary excre-
tion of hydroxyproline (as a measure of collagen cata-
bolism) of 25 patients with various connective tissue
diseases with that of twenty healthy control subjects.
Twenty of the patients had rheumatoid arthritis, two
scleroderma, one dermatomyositis, one rheumatic fever,
and one visceral lupus erythematosus; all were given a
diet free from gelatin and most were bedridden and were
receiving various types of treatment. [Their age range is
not stated.] The controls, who were aged 22 to 84 years,
received a gelatin-free diet, but most of them carried on
with their normal day's work. Repeated estimations of
hydroxyproline excretion were made in most cases, the
assay being carried out by Stegemann's method.
The control subjects excreted a mean of 25 -043 -3

mg./day, the lowest value being 15 0 mg. and the highest
240-0 mg. It was noted that when corticosteroids were
given hydroxyproline excretion tended to fall. In
eleven controls and thirteen patients hexosamine excre-
tion was also measured, but with very variable results

(controls 217 -6±73 -3 mg./day; patients 241 -6±73 -3
mg./day).
The author suggests that estimation of hydroxyproline

excretion provides a useful measure of rheumatic
inflammatory activity.

[The value of this study would have been enhanced
by the use of bedridden controls with non-rheumatic
diseases.] G. Lowei

Presence of Gamma globulins in the Urine of Patients with
Disseminated Lupus Erythematosus. (Sur la presence
de gamma globulines dans les urines de malades
atteints de lupus eryth6emateux dissemine.) CIRLA,
E., LIGNItRE, G. C., and VERGANI, C. (1966). Reuma-
tismo, 18, 513. 8 figs, 6 refs.

Increased Copper Ligand Reactivity in the Urine of
Patients with Rheumatoid Arthritis. GERBER, D. A.
(1966). Arthr. and Rheum., 9, 795. 2 figs, 16 refs.

Bioactivity of Adrenal Cortical Zones after Corticotrophin
in the Excreted Urine of Patients with Articular Disease.
STtPAN, J., and MARSfKOVA, L. (1966). Acta rheum.
scand., 12, 300. 6 figs, 7 refs.

Urinary 17-hydroxycorticosteroids measured by Gas-
liquid Chromatography. MURPHY and WEST (1966).
J. Endocr., 36, 331.

Pattern of the Excretion of Urinary Cortisol, Tetra-
hydrocortisone, Allo-tetrahydrocortisol, and Tetra-
hydrocortisol in Normal Human Individuals and in
Patients with Rheumatic Disorders. PAL (1967).
Clin. chim. Acta, 15, 57.

Interference with Feedback Inhibition of Adrenocorti-
cotropin Release by Protein-binding of Corticosterone.
KAWAI and YATES (1966). Endocrinology, 79, 1040.

ACTH Antibodies in Patients receiving Depot Porcine
ACTH to hasten Recovery from Pituitary-adrenal
Suppression. FLEISCHER et al. (1967). J. clin.
Invest., 46, 195.

Suppressive Action of Corticosteroids on the Secretion of
Growth Hormone. PECILE and MULLER (1966).
J. Endocr., 36, 401.

Cortisol in the Regulation of RNA and Protein Synthesis.
KIDSON (1967). Nature (Lond.), 213, 779.

Effect of Cortisone on 1311-thyroxine in Liver and Bile.
BLOMSTEDT and EINHORN (1966). Acta radiol. Ther.
Phys. Biol., 4, 437.

Influence of Chelation on Gold Metabolism in Rats.
RUBIN, M., SLIWINSKI, A., PHOTIAS, M., FELDMAN, M.,
and ZVAIFLER, N. (1967). Proc. Soc. exp. Biol.
(N. Y.), 124, 290. 11 figs, 15 refs.
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Mechanism of Calcification in Mammalian Bone. DIGBY
(1966). Nature (Lond.), 212, 1250.

Investigations on LDH, GOT, GPT, and CHE Activity in
Joint Exudate in Rheumatic Illness. [In Polish.]
BANIOWSKI, A., CICHECKA, K., DROZDZ, H., and
JgDRYCHOWSKI, A. (1966). Reum. pol., 4, 337. 17
refs.

Current Opinions on the Creatine Kinase. [In Polish.]
PIOTROWSKA-GNAss, D. (1966). Reum. pol., 4, 373.
16 refs.

Therapy
Cutaneous Atrophy Secondary to Intra-articular Corti-

costeroid Administration. CASSIDY, J. T., and BOLE,
G. G. (1966). Ann. intern. Med., 65, 1008. 4 figs,
20 refs.
Intra-articular injection of corticosteroids is becoming

increasingly popular in the treatment of rheumatoid
arthritis. From the University of Michigan Medical
School, Ann Arbor, the authors report the occurrence
of cutaneous atrophy over the affected joint in eight
patients treated by this means during the period 1963-5
(a total of 1,706 intra-articular injections had been given
in the arthritis clinic concerned during this time). The
eight patients (5 males and 3 females) were aged 12 to 42
years; the diagnosis was rheumatoid arthritis according
to ARA criteria in six cases, psoriatic arthritis in one, and
Reiter's disease in one. All eight patients had previously
received intra-articular injections without the develop-
ment of cutaneous atrophy and one patient was receiving
oral prednisolone at the time it developed. The atrophy
occurred only over the joint into which the injection had
been given (wrist, ankle, and interphalangeal joints of the
fingers). The corticosteroid used was triamcinolone in
five cases, methylprednisolone in two, and hydro-
cortisone in one. Atrophy was first noted 1 to 4 months
after injection, the changes in the affected areas consisting
in erythema and thinning of the skin with loss of hair,
telangiectasia, accumulation of pigment, and atrophy of
subcutaneous fat. The atrophy lasted for up to 24 months
in one case and although the authors believe the condition
to be reversible it was still present after 30 months in
another case.
The authors also studied the effects of injecting the

corticosteroids in question into the skin of adult rabbits.
Injection was followed by skin atrophy in each case.
The first changes were observed 2 weeks after injection
and were most pronounced at 4 weeks; recovery occurred
within 8 months; triamcinolone produced more persistent
atrophic effects compared with hydrocortisone. Loss of
hair and cutaneous atrophy were the most noticeable
features. Atrophy was more extensive when corti-
costeroids were diluted with saline solution than when
used as supplied by the manufacturers.
The authors point out that the cosmetic lesion in such

cases is clearly of iatrogenic origin. This can have

undesirable medicolegal consequences when the dis-
figuring atrophy occurs over exposed joints in females.
Cutaneous atrophy has never been observed over the
larger joints and the authors consider that the condition
may be due to overspill from injecting too much of the
corticosteroid preparation into relatively small synovial
spaces. William Hughes

Flufenamic Acid in Rheumatoid Arthritis: a Placebo-
Controlled Study. COWAN, I. C., and MASHETER,
H. C. (1966). Clin. Trials J., 3, 503. 6 refs.
A double-blind controlled trial of flufenamic acid was

carried out on nineteen patients with definite rheumatoid
arthritis according to ARA classification who were
treated as outpatients at The Royal Infirmary, Sunder-
land, Co. Durham. The drug was administered by
mouth in a dosage of 200 mg. thrice daily to ten of the
patients and a placebo was given in the same way to the
other nine patients, the trial period lasting 8 weeks. No
other medication was given concurrently. The two
patient groups were comparable in terms of age and
length of history of arthritis. All patients were assessed
weekly beginning 1 week before the trial started, such
assessments including laboratory estimation of ESR,
serum alanine transaminase levels, urine cell counts,
and estimation of the number of disease-active joints
and of grip strength.
The patients who received flufenamic acid showed a

significantly greater improvement in grip strength (P<
0 -05) than did the controls but no difference was noted
in the number of joints affected, the average joint score
falling in both groups, nor were there any significant
changes in the ESR, urine cell counts, or serum alanine
transaminase levels (two patients from each group did
have abnormal values for the last-named test but these
were thought to be due to a laboratory error).

Seven patients (including four who took part in the con-
trolled trial) were given periods of treatment of up to a
year in a dosage of 200 to 300 mg. flufenamic acid/day;
three of them developed diarrhoea on the higher dosage
but this subsided when the dosage was reduced to 200
mg./day. In all cases laboratory findings have re-
mained satisfactory and the clinical condition good.
Estimations of the plasma levels of flufenamic acid were
made on four patients, three of whom received 100 mg.
thrice daily and these levels were found to range between
4 and 6 ,tg./ml. 2 hours after taking the last dose of the
drug. All these patients had received flufenamic acid for
at least 6 months and these findings are taken to indicate
that absorption remains satisfactory with prolonged
treatment. J. A. Cosh

Salicylates and Bleeding: the Aspirin Tolerance Test.
QUICK, A. J. (1966). Amer. J. med. Sci., 252, 265.
2 figs, 13 refs.
Duke (1910) described the bleeding time test and this

was later utilized by Minot and Lee (1920) in their
description of what is now called the Minot-von Wille-
brand syndrome, but the significance of the bleeding
time in haemostasis is still poorly understood. Salicy-
lates are a known cause of gastric bleeding, but no definite
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causal effect has been demonstrated, though a promising
line of research was started by Quick (Fed. Proc., 1966,
25, 498), using aspirin as test material. The present
paper from Marquette University School of Medicine,
Milwaukee, Wisconsin, reports the effect of 0 -33-1 -3 g.
doses of aspirin and 1-15 g. of sodium salicylate on the
bleeding time of normal students and patients with the
Minot-von Willebrand syndrome. When 0 65 g.
aspirin was given to the normal subjects the bleeding time
remained within the upper limit of normal but when
1-3 g. was given to these subjects there was a small but
significant increase in the bleeding time in 50 per cent.
of cases: no such increase occurred when 1 *15 g. sodium
salicylate was given. The bleeding was significantly
prolonged in all the patients with Minot-von Willebrand
syndrome following 0-65 g. aspirin, a finding which has
been made the basis for an aspirin tolerance test to detect
patients with this syndrome.

It is postulated that the prolonged bleeding time in the
Minot-von Willebrand syndrome results from the lack of
a vague, undefined plasma factor which is independent of
the normal coagulation mechanism and that aspirin
depresses the activity of this agent. It is further postu-
lated that the action of aspirin is determined by the acetyl
linkage and not by the salicylate content. The practical
value of the test appears to lie in the detection of sub-
clinical cases of the syndrome and it is emphasized that
the findings in these tests in no way detract from the use of
aspirin as a therapeutic agent-"It remains one of the
safest analgesics and the finding that it can increase the
bleeding time should not limit its sane therapeutic use."

Ian Hutton

Posterior (Dorsal) Synovectomy for Rheumatoid Involve-
ment of the Hand and Wrist: a Follow-up Study of
66 Procedures. KESSLER, I. and VAINIO, K. (1966).
J. Bone Jt Surg., 48-A, 1085. 3 figs, 10 refs.
Rheumatoid arthritis may effect the tendon sheaths of

the hand, the radiocarpal, radio-ulnar, and intercarpal
joints, or both tendons and joints simultaneously, but
although synovectomy is widely used in treatment little
has appeared about it in the literature. This analysis of
the value of synovectomy performed through a dorsal
approach, which comes from the Rheumatism Founda-
tion Hospital, Heinola, Finland, excludes those patients
who were also subjected to wrist arthrodesis: it involved
66 consecutive operations performed upon 58 patients
(36 females and 22 males aged 18 to 60 years) during the
years 1959-63. Fifty patients were treated by unilateral
and eight by bilateral synovectomy and the follow-up
study period ranged from 17 months to 7 years (mean
2 years).
Of the nineteen wrists with tendon sheath involvement

alone, the results were excellent (no swelling, free motion,
strength preserved or increased, and no progression of
radiographic changes) in seven and good (minimum
swelling, strength preserved, no radiographic changes,
slight pain after exertion) in ten; in the 36 wrists which
also had early changes in the underlying joints, results
were excellent in two, good in 23, fair (significant re-
currence of synovial thickening, persistent pain, and some

progressive x-ray changes) in ten, and poor (recurrent
synovitis with progressive changes) in one; in the re-
maining eleven wrists with heavy underlying joint in-
volvement, sometimes with tendon rupture, the results
were good in two, fair in seven, and poor in two. Syno-
vectomy was clearly effective in those patients in whom the
disease was confined to the tendon sheaths. In some
cases in which the joint was involved, resection of the
distal end of the ulna as well as excision of the synovium
from the joint appeared to improve the end-results.
When the disease in the joint was advanced, synovectomy
alone was not enough and the authors suggest that
arthrodesis of the wrist should be performed as well to
achieve a useful result. They also suggest that syno-
vectomy alone should be reserved for those cases in
which the underlying joint is not involved.

Peter Ring

Use of the Austin-Moore Prosthesis for Advanced
Osteo-arthritis of the Hip. HEYWOOD-WADDINGTON,
M. B. (1966). J. Bone Jt Surg., 48B, 236.
The management of advanced degenerative arthritis of

the hip, especially when bilateral, remains an unsolved
problem. Although the Austin-Moore prosthesis has
become of established value in femoral neck fractures
where the acetabulum is healthy, its place in cases of
osteo-arthritis of the hip is less certain and most authori-
ties agree that, when acetabular remodelling is carried
out, the results cannot be expected to be more than fair.

In this series 33 such operations in 28 patients were
carried out, and thirty relevant hips in 25 patients were
examined at least one year post-operatively. The best
effect of the operation was in relief of pain, although in
some cases pain after operation was described as dis-
comfort at rest and aching on exercise. There was not a
marked improvement in range of movement, and with
time there was a tendency for the arthroplasties to
stiffen up.
Improvement in activity as judged by capacity for

walking was confined to unilateral cases and the operation
appeared to have a greater effect in reducing pain than in
improving mobility or walking ability, especially in
bilateral cases.

Stability was the one factor in which most patients
considered they were worse off, and this instability may
be associated with the shortening that occurs, and with
it the shortening of the abductus. Loosening of the
stem of the prosthesis, early migration along the line of
the axis of the neck, and new bone formation in the
capsule, were complications noted radiologicallv.

It is concluded that at the present stage of progress in
the development of arthroplasty, the use of the Austin-
Moore prosthesis with acetabular reaming has very
limited indications. A. Kates

Replacement of Arthritic Hips by the McKee-Farrar
Prosthesis. McKEE, G. K., and WATSON-FARRAR,
J. (1966). J. Bone Jt Surg., 48B, 245.
Surgical treatment of chronic arthritis of the hip is

usually a compromise between relief of symptoms and
preservation of function in the joint, and replacement of
femoral head and acetabulum by metal prostheses
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cemented into bone gives both relief of pain and restora-
tion of a useful range of joint movement.
There is a large group of elderly patients with stiff

painful hips in whom neither McMurray osteotomy nor
arthrodesis is satisfactory, but who will benefit by an
arthroplasty.
A replacement ball-and-socket type of artificial joint

has been developed at Norwich during the past 15 years,
and consists of a modified Thompson prosthesis as the
femoral component, articulated with an acetabular
prosthesis, and cement is used to anchor both compo-
nents to bone. The prostheses are constructed of
chrome-cobalt alloy.

Operation is performed through an antero-lateral
approach, and post-operatively active exercises are
commenced the day after operation. Usually by the
end of the first week, the patient can walk with crutches,
and full weight-bearing is achieved at the end of a fort-
night; length of stay in hospital varies from 2 to 3 weeks.
The results have been encouraging: 47 of the first fifty

cases had excellent or good results.
The very few difficulties met after this operation were

due to technical faults, and all were corrected at revision.
There has been very little trouble from infection; one

patient had superficial infection which cleared with anti-
biotic treatment, and a second hip developed a sinus
reaching into the joint.
The question "How long will they last ?" can be

answered only by the passage of time, but experience of
this procedure since 1956 is encouraging. This series
has a success rate of over 90 per cent. but with the present
state of our knowledge it is strongly advised that the
operation be reserved for older people. A. Kates

Treatment of Spondylitis. (Zur Spondylitisbehandlung.)
PFLUGER, W. (1967). Wien. med. Wschr., 117, 85

Treatment of Rheumatoid Arthritis. (Le traitement des
polyarthrites chroniques 6volutives.) DELBARRE, F.
(1967). Maroc. mid., 47, 18. 7 refs.

New Treatment for Sciatica. KAREL, J. R. (1967).
J. med. Soc. N. J., 64, 82. 16 refs.

Anti-inflammatory Drugs in Rheumatic Diseases.
(L'impiego dei farmaci antiinflammatorii nelle reumo-
patie.) HART, F. DUDLEY (1967). Clin. ter., 4i0, 3.
17 refs.

Treatment of Osteo-arthritis of the Hip with Intra-
articular Injections of a Serotonin Antagonist. (Le
traitement de la coxarthrose par injections intra-
articulaires d'un antagoniste de la serotonine.)
PREUX, T. DE (1966). Rhumatologie, 18, 273. 15 refs.

Nisidane in the Treatment of Rheumatism. (Nisidana en
el tratamiento de los reumatismos.) PEREz GEL, L.
(1966). Rev. esp. Reum., 11, 382. 6 refs.

Glaphenin: Analgesic or Anti-inflammatory? (La
glaphenine: analgesique ou anti-inflammatoire?)
BOISSIER, J.-R., and FICHELLE-PAGNY, J. (1967).
Therapie, 22, 149. 1 fig., 8 refs.

A New Anti-rheumatic Drug-Indomethacin. CIOBANU,
V., AUTEANU, S., STRoEscu, O., GEORGESCU, C., and
BRUKNER, I. (1967). Med. intern. (Buc.), 19, 117.
3 figs, 10 refs.

Use of Indomethacin in Arthrotic Conditions and Nerve-
Root Pains. (Utilisation de l'indomethacine dans les
manifestations arthrosiques et les algies radiculaires.)
BLOCH-MICHEL, H., KYRIACO, G., JUVIN, E., and
LANG, M. (1967). The'rapie, 22, 55. 2 figs, 18 refs.

Experience with Indomethacin in Inflammatory Rheuma-
tism. (Notre experience de l'indom6thacine dans les
rhumatismes inflammatoires.) BLOCH-MICHEL, H.,
KyRIuco, C., and JuvIN, E. (1967). Therapie, 22, 45.
27 refs.

Studies of the Anti-inflammatory Effect of Indomethacin
by Means of the Piromen Skin Test. (Untersuchungen
zur antiphlogistischen Wirkung von Indometacin mit
Hilfe des Piromenhauttests.) HIEMEYER, V., and
FEYEN, H. (1967). Med. Klin., 62, 105. 8 figs, 16 refs.

Experience of Treatment with Indomethacin. (Notre
experience du traitement par indomethacine.) VAN
CAUWENBERGHE, H., FRANCHIMONT, P., RORIVE, G.,
and LISIN, N. (1966). J. beige Med. phys. Rhum., 21,
280. 2 figs, 7 refs.

Indomethacin in the Treatment of Rheumatism. (L'indo-
m6thacine en therapeutique rhumatologique. A
propos de 75 observations personnelles.) RAVAULT,
P.-P., LEJEUNE, E., BOUVIER, M., BERTRAND, J.-N.,
and MORGON, E. (1966). J. Med. Lyon, 48, 3. Bib].

Rationale and Practice of the Arterial Treatment of
Inflammatory Rheumatism-Rheumatic Fever and
Rheumatoid Arthritis. (Raisons et pratique du traite-
ment arteriel du rhumatisme inflammatoire-Maladie
de Bouillaud et polyarthrite rhumatoide.) DEBRAY,
M. (1967). Maroc m&d., 47, 27.

Reaction of Patients with Inflammatory and Non-Inflam-
matory Joint Changes to Treatment with Sulphurated
Spring Waters. (Reaktion von Kranken mit entzund-
lichen und nicht entziindlichen Gelenkveranderungen
auf Behandlung mit einer Schwefel-Sol-Thermal-
quelle.) EVERS, A. (1967). Z. Rheumaforsch., 26, 73.
5 refs.

Standardized Bee Venom [SBV] Therapy of Arthritis.
STEIGERWALDT, F., MATHIES, H., and DAMRAU, F.
(1966). Industr. Med. Surg., 35, 1045. 20 refs.
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Trial of Combined Treatment with Iodo-bromine Saline
and Pharmaco- and Physiotherapy in Patients with
Rheumatoid Arthritis. [In Polish.] KUBACKI, J.,
BIELECKI, J., GALASZEK, Z., and KELLER, B. (1966).
Reum. pol., 4, 363. 4 refs.

Adrenocorticosteroid Therapy in Pregnancy. YACKEL
et al. (1966). Amer. J. Obstet. Gynec., 96, 985.

Prolonged Effect from Intramuscular Corticosteroids.
ZUCKNER, J., UDDIN, J., and RAMSEY, R. H. (1966).
Acta rheum. scand., 12, 307. 16 refs.

Early Effects of Hydrocortisone on rapidly labelled Rat
Liver Ribonucleic Acids. VENKOV et al. (1967).
Nature (Lond.), 213, 807.

Experimental Ulcerogenic Effect of Various Corti-
costeroids. (Effetto ulcerogeno sperimentale di diversi
corticosteroidi.) TuRsi, A., Liso, V., and GRIMALDI,
N. V. (1966). Reumatismo, 18, 517. 10 figs, bibi.

Intra-articular Prednisolone Injection for Osteo-arthritis
of the Knee. A Double-Blind Test with Placebo.
CEDERLOF and JONSON (1966). Acta chir. scand.,
132, 532.

Dexamethasone terbutylacetate in Rheumatological Prac-
tice. (Le terbutyl acetate de dexamethasone en

injections locales, en pratique rhumatologique.)
DOURY, P. (1966). Maroc mid., 45, 777. 4 refs.

Lens Changes in Rheumatic Children undergoing Long-
Term Corticosteroid Therapy. (Linsenveranderungen
dei rheumatischen Kindern bei langfristiger Corti-
costeroidtherapie.) SCHWENK, D. (1967). Z.
Rheumaforsch., 26, 153. 3 figs, bibl.

Drug-Induced Macular Diseases. Porrs, A. M. (1966).
Trans. Amer. Acad. Ophthal. Otolaryng., 70, 1054.
5 figs, 9 refs.

Screening for Chloroquine Retinopathy. EARNSHAW et al.
(1966). Brit. J. Derm., 78, 669.

Chloroquine Retinopathy. (Retinopathie due i la
chloroquine.) BABEL, J. (1966). Ophthalmologica
(Basel), 152, 74.

Studies on the Epidemiology of Adverse Drug Reactions.
III. Reactions in Patients on a General Medical
Service. SEIDL, L. G., THORNTON, G. F., SMrrH,
J. W., and CLUFF, L. E. (1966). Bull. Johns Hopk.
Hosp., 119, 299. 4 figs, 17 refs.

Reversible Lupus-like Illness induced by Procainamide.
LONDON, B. L., and PiNcus, I. (1966). Amer. Heart
J., 72, 806.

Urate Phagocytosis by Granulocytes and the Effect on it of
Colchicine. (Die Uratphagozytose der Granulozyten
und ihre Beeinflussing durch Colchicin.) FRITZE, E.,
KALLWEIT, C., and MOLLER, H. 0. (1967). Z.
Rheumaforsch., 26, 44. 4 figs, bibl.

Effects of Salicylates on Growth in Immature Rats.
LIMBECK, G. A., CONGER, J. D., Tipprr, D. F., and
KELLEY, V. C. (1966). Arthr. and Rheum., 9, 776.
2 figs, 15 refs.

Phenylbutazone Ointment in Osteo-arthritis of the Knee.
(Uso da fenilbutazona (pomada) nas osteartrites de
joelho.) KAMLOT, J., and CARNEIRO, R. A. (1966).
Rev. bras. Med., 23, 725. 2 figs, 12 refs.

Oxyphenbutazone in Rheumatism. (La oxifenilbutazona
en la practica reumatologica.) CASADEMONT, M.
(1966). Med. clin. (Barcelona), 46, 303. 11 refs.

Oxyphenbutazone in Osteo-arthritis. (I1 ruolo dell'os-
sifenbutazone nella malattia artrosica.) CHITI, E.
(1967). Minerva med., 58, 609. Bibl.

Kidney Failure due to Phenylbutazone. (Les accidents
renaux de la phenylbutazone.) BLOCH-MTCHEL et al.
(1966). Presse mid., 74, 2671.

Anti-inflammatory Phenylaminonicotinic Derivatives
(Derives phenylaminonicotiniques anti-inflammatoires)
BoISSIER, J. R., FICHELLE-PAGNY, J., and HORAKOVA,
Z. (1967). Therapie, 22, 157. 5 figs, 6 refs.

Phenylbutazone Iontophoresis in the Treatment of
Rheumatism. (lontoforesis con fenilbutazona en
afecciones reumaticas.) CATALAN PELLET, A., and
ZELAYA, R. (1965). Arch. argent. Reum., 28, 17. 14
refs.

Relation between Cholesterolaemia and the Uricaemia
caused by Ingestion of Ribonucleic Acid. (Relaci6n
entre la colesterolemia y la uricemia elevada por la
ingesta de acido ribonucleico.) GRAMAJO, R. J.,
CHEGORIANSKY, J., PAVE, L., and SALOMONE, J. (1965).
Arch. argent. Reum., 28, 14.

Role of Knee Synovectomy in Complex Treatment of
Infectious Nqn-Speciflc Polyarthritis. PAvLov, V. P.
(1966). Vop. Reum., No. 4, p. 64. 6 refs.

Surgical trdatment of Bicipital Tenosynovitis. CREN-
SHAW, A. H., and KILGORE, W. E. (1966). J. Bone Jt
Surg., 48-A, 1496. 7 figs, 14 refs.

Operative Treatment of Osteo-arthritis of the Knee.
(Die operative Behandlung der schmerzhaften Gonar-
throse.) JELINEK, R., and SCHMIDT, M. (1967).
Wien. med. Wschr., 117, 17. 2 figs, 4 refs.
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