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Landois: Die Tranfusion des Blutes,
Leipzig, 1875, p. 225.
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C Boxineyer: J. M. Res. 9:146, 1903.

I. Two sorts of lesions are present. One is due to the
plugging of the capillaries by large mononuclear cells, and
probably, also, to the direct action of a toxin upon the liver
cells. The other is due to the plugging of the smaller veins

and capillaries by hyalin thrombi.

2. Early in the disease there is a marked proliferation of
the endothelial cells of the blood and lymph vessels and
serous surfaces. This proliferation is especially active in the
lymph spaces of the spleen. The cells produced have but a
low vitality, and possess, to a certain degree, phagocytic
powers.
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MoschcowitzE. Hyaline thrombosis of the terminal arterioles and
1924m oH p capillariesa hitherto undescribed disease

ProcN YPatholSoc. 1924;24:2P4
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This case is remarkable, clinically and anatomically. 0 0 0 a oe m 2 = C @ . Z L’)
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AN UNDESCRIBED DISEASE *

REPORT OF CASE

~ o ~ ~

History —K. Z., a girl, aged 16 ycars, was an c¢lementary school graduate, ) t EGT] O O' h 6 e O t e "
had gone to business school, and had been employed for ecight mounths pre- < < © )
ceding the illness, There were three other children, two younger and one 251 - —
older ; all apparently were perfectly normal, There were no home difficulties, 2 O * eh . mea h é C O 0 h
and poverty was not extreme. She had spent September 4 and 5 at Rockaway s
Beach, where she appearcd in perfeet health and spirits. She had returned < L] * % ! * T
home on the evenin af September 5 and slept well. On the mornin of ~n ~ ~
Scptember 6, she coﬁ':plain(:dpnf weakness in the upper cxtremities andghu(l e 0 m t t OO a @ 0 m b E a M E‘ t h
pain on moving the wrists and elbows; she already bad marked pallor and < IS
was slightly constipated. The «symptoms increased in severity until she was . hY,_.

A

acdmitted to the Beth Israel Hospital, September 15, While at home, she C 0
had a constant fever, the temperature rising once to 104 F. and staying at
other times between 101 and 102, F.

Physical Examination—The patient was a pale girl with ‘“café aun lait” '|
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tinge. A few petechiae were present on the left arm. The lungs and heart m t O O .h tm h € m Y h 0 m t h ‘
revealed nothing abnormal. The spleen and liver were not enlarged. The
ahdomen was lax and not tender. September 18, the red blood count was — —
1,330,600; the hemoglohbin, 40 per cc ; the leukocytes, 12,600, of which 65 t h 0 a * Ot : h a e ~ *Eb t. O h 0
per cent. were polymorphonuclears. he red cells revealed a central pallor,
Hhut there were no nucleated elements. A fragility test showed hemolysis to
begin at 0.8, and to be complete at .19 (?). No platelet count was made. ~
September 19, the red blood count was 1,120,000; the hemoglobin was 40 per C
cent., and the leukocytes were 19,000. A blood culture remained sterile. — * -

The urine showed marked traces of albumin with hyaline and granular casts.

The blood chemistry, September 16, showed: urea, 21.2 mg. per hundred
cuhbic centimeters; nonprotein nitrogen, 31.25 mg. per hundred cubic centi-
mceters, and creatinin, 1.1 mg. per hundred cubic centimeters. The feces and
gastric contents gave a marked rcaction for occult blood.

Roentgen-ray examination of the chest showed nothing abnormal. The
clectrocardiogram showed inversion of the T wave in L.ead III. The tempera-
ture, on ddmissiom was 101.8 F. During the week the patient was in the
I1nsp|ta1. it ranged between 100 and 102 F. The pulse varied Detween 100 and
130. The respiration was around 20. The systolic blood pressure was 130,
and the diastolic, 60.

September 19, there was partial paresis of the left arm and leg; also, a
slight facial paralysis. The following day, a double Kernig reflex was noted.
That night there was pulmonary cdema, which responded to treatment. Soon
after, the patient went into coma; respirations Decame irregular, and she died,
September 20. Dr. IZ. Libman, who saw this patient in consultation, recognized
the condition as a new disease.

*

< * * *

1 4 * Read before the New York Pathological Society, Feh., 7, 1924,
: 1 oschcowitz
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THROMBOTIC THROMBOCYTOPENIC PURPURA: HEMORRHAGIC
DIATHESIS WITH GENERALIZED PLATELET THROMBOSES

KARL SINGER, FREDERICK P. BORNSTEIN and SIMON A. WILE

THROMBOTIC THROMBOCYTOPENIC PURPURA

HeMorRHAGIC DiaTHEsIs with GENERAL1ZED PLATELET THROMBOSES*

By KarL SinGger, M.D., Freperick P. BornstEIN, M.D.,
AnD Simon A. Wice, M.D.

HROMBOCYTOPENIC purpura is a syndrome of relatively common occur-
rence. However, thrombocytopenic purpura associated wicth multiple platelec
thromhi is sufficientlv rare to warrant the renort of an additional case and a detailed
We have been able to find only eleven

CASE

sc of weakness, fever and hemorrhagic tendency.
:r respiratory infection with a low grade fever.
was extremely tired and listless. However, she
aperature. There was loss of appetite and weighe
| many black and blue spots on the extremities.
y was excellent. Simultancously with the occur-
‘did not vomit. There was no change in bowel
~ wwm cs. With the exception of aspirin, no drugs had
sase in the pasc hiscory.
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THROMBOTIC MICROANGIOPATHY
HISTOLOGICAL DIAGNOSIS DURING LIFE

W. St. C. SYyMMERS
M.ID. Belf., Ph.D. Birm., M.R.C.P.
PROFESSOR OF MORBID ANATOMY AN WM UNILVERSITY OF
LONDON AT OCHARING CIROSS HOSTITATL MEDICAL SCHOOL

THROMBOTIC microangiopathy (thrombotic thrombo-
cytopenic purpura) is a well-established entity. Including
Moschecowitz’s (1924, 1925) original case and the 3
described here, at least 85 indisputable cases have been
recorded (59 from the United States, 15 from Britain,
and others from Cuba, (‘zechoslovakia, I"inland, Germany,
Hungary, Italy, and Switzerland). In addition, I know
of over 30 unpublished cases, most of which I have seen
through the kindness of colleagues in Britain and oversea.
Only 35 of the 85 published cases had been reported by
the end of 1951 : of the 35 all but 3 British cases (Pagel
1949 [case 4 -see Symmers 1952], Symmers and Barrow-
cliff 1951, Symmers and Gillett 1951) were from the
United States, whereas 23 of the 50 more recent cases
were reported from other countries. Of these 50 cases 17
were diagnosed during life, in contrast with only 4 of the
35 earlier cases. These figures reflect a greater awareness
of the features of thrombotic microangiopathy, enabling
it to be recognised oftener, both during life and post
mortem.

THROMBOTIC MICROANGIOPATHIC
HAEMOLYTIC ANAEMIA
(THROMBOTIC MICROANGIOPATHY)

BY

W. St C. SYMMERS, M.D, MRCP.

(From the Departments of Pathology of the General
Hospital and of the University, Birmingham)

The condition described in this paper as thrombotic
microangiopathy has attracted little attention outside
the United States of America, where it is commonly
known as thrombotic thrombocytopenic purpura, Clinic-

Fi1G. 1.—Case 1. Irregular dilatation and Fic. 2.—Case 2. Thrombosis of many
partial or complete thrombotic occlusion smallest-calibre vessels in myocardium.
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Palma LMPSridharan M, Sethi S  Kidney Int Rep (2021)c@31 bttps://doi.org/10.1016/j.ekir.2020.10.009
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