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rather infrequent occurrence. In 1929
Eugenis reviewed the preViously reported
cases in which the nervous system had
been affected by Hodgkin's disease and
added one which he personally had stud
ied. There were 54 such cases; in 12
the involvement was intracranial and in
42 it was intraspinal. In 1931 Weil re-
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viewed 43 published cases of Hodgkin's
disease with neurologic complications
in which a clinical history of the dis
ease was given and confirmatory obser
vations made at operation or autopsy.
He described 3 additional proven cases.
A monograph by Chevallier and Bernard
in 1932 covered all aspects of Hodgkin's
disease including the neurologic mani
festations. Viets and Hunter in 1933
reported seven cases collectively show
ing involve~ent of the cerebrum, cere
bellum, meninges, cranial nerves, and
spinal cord.
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Involvement of the central nervous
system during the course of Hodgkin's
disease (lymphogranulomatosis) is a re
latively common condition, although cases
proven by biopsy or autopsy are of

Incidence

At Montefiore Hospital, a 1000-bed
institution for chronic diseases,
from 1914 to 1924 inclusive, 36 cases
of lymphogranulomatosis were under
observation. In 3 of these 36 cases,
spinal cord involvement was verified by
biopsy or autopsy; and in 2, such in
volvement was suggested by the neuro
logic examinations. Shapiro stated
that of 14 cases of Hodgkin's disease
examined in the pathologic laboratory
of the Cook County Hospi tl'l.1 during
1929, 2 showed evidence of spinal cord
involvement. That is, 14% of the clini
cal cases of Hodgkin's dise,~se in a
hospital for chronic diseases showed
involvement of the spinal cord, end the
same percentage was found in the autopsy
studies of a second large general hospi
tal.

During the past 5 years, 79 cases
clinically diagnosed as Hodgkin's dis
ease have been seen in the Minnesota
General (University) Hospital. Involve
ment of the central nervous system was
indicated from the neurologic examina
tions in 8 Cases (1()1,), of which 2 were
cerebral and 6 were of the spinal cord.
The nervous system involvement was veri
fied in 5 cases, 3 from operation and
biopsy and 2 from necropsy. In one of



the two Cases verified from autopsy
studies, the lymphogranulomatous tissue
was found within the brain, and in the
other case there was epidural infiltra
tion of fairly dense fibrous tissue of
the Hodgkints type over the spinal cord.
In the 3 cases proven by laminectomy
and biopsy there was found fibrous epi
dural infiltration, fibrous tumor mass,
and Hodgkin's disease tissue.

Pathogenesis and Pathology

An extraordinarily rare condition is
primary lymphogranulomatosis of the
lymph elements in the connective and
fatty tissue in the epidural space within
the spinal canal. Principally the cen
tral nervous systum is affected secondar
ily, and the neurologic complications.,
according to Allen and Mercer, Cooper,
and others are due to the following fac
tors:

(1) In a small number of cases the
vertebrae are invaded by the lympho
granulomat9us tissue. Direct extension
of Hodgkin's tissue into the bodies of
the vertebrae is probably more common
than invasion of other bones because
of the large groups of lymph glands nor
mally lying close to the vertebral
column in the thorax and abdomen. De
struction of the bone may be followed by
vertebral collapse and direct mechanical
compression of the spinal cord. It
might be possible, after the vertebrae
have Deen infiltrated, that lymphogranulo
matous tissue would proliferate further
posteriorly, press the dura. before it,
and thus compress the spinal cord.

(2) The most common finding is masses
of abnormal tissue in the neighborhood
of the vertebral column, epidural deposits
of lymphogranulomatous tissue, and no
invasion of the bone itself. The granulo
matous tissue extends from the large
retroperitoneal, mediastinal, and intra
thoracic masses by way of the lymph spaces
of the nerve roots, through the inter
vertebral foramina, into the epidural
space where it completely or partially
encircles or extends along the spinal
cord outside the dura mater. The granu
lomatous tissue is firmly adherent to the
dura mater, and its continued prolifera-
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tion readily produces a direct com
pression of the spina~ cord. As a rule
the epidural mass consists chiefly of
fibrous tissue which contains in its
trabeculae cellular ma.sses of fibro
blasts, endothelial cells, Dorothy Reed
giant cells, lymphocytes, and some
areas of necrosis. The predominating
element in these tumors is the fibrous
tissue which, in the older lesion~

often comprises the bulk of the twnor
tissue.

(3) Extension of lymphogranulo
matous tissue from the epidural to the
subdural space is uncommon although
such extension by way of the septa of
the spinal nerve roots has been demon
strated. The spinal nerve roots are
invade~ along their septa, at the dura
neural angle, but only rarely does the
infiltration extend proximal to the
angle of the dural reflexion. Appar
ently the dura forms an excellent
carrier to further. invasion of the spin
al canal by the Hodgkin's tissue.

(4) Spinal cord involvement may be
due to the mechanical obstruction of
blood vessels which accompany the
spinal roots, either within the inter
vertebral foramina or just outside the
cord, thus interrupting or decreasing
the vascular supply and producing
thromboses of the vessels and a typical
myelomalacia. In the dorsal segments
of the cord this type of vascular im
pairment is relatively frequent since
the large masses of epidural tissue
may easily obstruct the spinal branches
of the intercostal arteries as well as
cut off the collateral blood supply
from the anastomotic arteries of both
the higher and lower segments. In
Weil's series of cases the dorsal seg
ments of the spinal cord were involved
in 80%, the cervical in 16%, and the
lumbosacral in 4%.

(5) Occasionally, the spinal cord
in Hodgkin's disease shows degeneration
and yet the epidural masses are not
extensive and do not compress the cord
or obstruct its arterial supply. The
cord may show a definite infectious
myelitis consisting of a diffuse cellu
lar infiltration. Many polymorpho
nuclear leukocytes. lymphocytes, and



monocytes can be observed not only
around the vessels but also diffusely
throughout the white substance. The
myelin sheaths are destroyed and hemor
rhages are present throughout the graY
substance. Occasionally colonies of
diplococci have been found, leading to
the thought that this involvement is
a result of a bacteremia. Shapiro be
lieves that these lesions are due to a
non-specific reaction of the underlying
pia arachanoid which responds to the
irritation from the epidural growth with
a vascular dilation and a proliferation
of the arachnoidal cells. These large
masses of arachnoidal cells surround
the nerve roots and obstruct the sub
arachnoid space around the nerves~ hence
blocking the principal avenues of es
cape of the spinal fluid and causing
a damming back of the tissue fluids into
the parenchyma of the spinal cord wi th
the resulting cord damage.

(6) Rarely, various tract degenera
tions appear within the spinal cord
where there is no evidence of pressure
on the spinal cord or spinal roots or
obstruction of the circulation. There
is no adequate explanation for these
degenerations, although it is thought
that these are secondary chDnges in the
cord due to anemia and partial anoxemia.

(7) Cerebral symptoms, including
convulsive attacks, may be caused by
pressure from lymphogranulomatous de
posits in the lymph spaces or on the
meninges of the brain, or by cerebral
edema resulting from obstruction of the
veins in the neck and upper thorax
by enlarged cervical or mediastinal
lymph nodes.

Symptoms

The neurologic findings are not
specific for the disease and may be mul
tiple. Motor, sensory, cerebral, cauda
equina, or nerve root symptoms depend
upon the 10c2.tion and extent of the
lymphogranulomatous growth. Spastic
or flaccid paresis or paralysis from
phramidal tract, or ataxia, incoordina
tio~ and other deep sensibility dis
turbances from posterior column involve-
ment may occur s epe.rate1y and in varying
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degrees; but within a short time the
spinal cord block generally becomes
complete. This complete transverse
spinal cord lesion with motor and sen
sory loss below its segmental level may
develop rapidly and is the usual neuro
logic manifestation. Persistent severe
pain as in sciatica, brachial, or other
neuritis may be due to nerve root in
~olvement or occasionally to pressure of
the epidural infiltration against the
spinal thalamic tract. The pain may
also be caused by destructive osteitis
of the vertebrae or pelvis. Generalized
increased intracranial pressure symptoms
including stupor, focal cerebral signs
such as aphasia, impaired cranial nerve
function such as facial palsy, deafness,
or dysphagia, and sphincter difficulties
due to conus or caudal lesions maY also
be neurologic complications.

Spi~al puncture, if done below the
level of the lesion Hnd if the lesion
is blocking the spinal canal, will show
the Nonne-Froin syndrome (xanthochro
matic spinal fluid, increase in its
protein content, and pleocytosis), and
decreased pressure with no response to
jugular compression.

Treatment

Deep x-ray treatment to the site of
the lesion should be promptly employed
at the onset of any neurological compli
cation except in the case of a trans
verse spinal cord lesion. such treatment
will usually cause shrinkage of the tumor
and materially alleviate or probably
temporarily overcome the symptoms,
especially in cases of spinal nerve root
or bone involvement. The efficacy of
deep x-ray treatment depends largely
upon the relative amount of cellular and
fibrous elements in the tumor mass. In
our observation, epidural deposits are
more likely to be mainly fibrous and
therefore are apt nbt to be satisfactor
ily resolved by such therapy. The fur
ther fact that spinal cord block must
be promptly relieved else the nerve
tracts and tissues will not regenerate
would indicate that the best therapeutic
procedure in case of spinal cord block
in Hodgkin's diseese is a laminectomy
wi th removal of as much of the epidural



I

infiltration as possible and followed
by deep x-ray treatment, or perhaps
r~dium, of the involved area.

Summary

1. Central nervous system involvement
occurs in from 10 to 14% of the cases of
Hodgkin's disease.

2. The usual pathogenesis is by
direct extension from involved lymph
glands lying along the vertebral column
to the vertebrae with their subseauent
collapse, or by way of the lymph spaces
of the spinal nerve roots, through the
intervertebral foramina to the epidural
space causing compression of the spinel
nerve roots or the spinal cord.

3. Myelomalacia may reslut from the
mechanical obstruction of the blood ves
sels which accompany the spinal nerve
roots or of the blood vessels overlying
the spinal cord.

4. The symptoms and neurologic find
ings depend upon the IOcD.tion nnd extent
of the lymphogranulomatous growth.

5. Since prompt removal of a spinal
cord block is necessary and since epidur
al infiltration is, in our experience,
decidedly fibrous in nature laminectomy
probably should precede deep x-ray in
the treatment of marked spinal cord. com
pression due to Hodgkin's disease.

CASE REPORTS

1. White male, farmer, age 38.

Admitted Jan. 28, 1933. Four
months' history ~f swelling of feet,
ankles, and. eyelids, and frequency of
urination. At onset of illness he hnd a
sharp cramping pain in the epigastrium
lasting 24 hours and since present only
as a dull ache. On Jan. 21, 1933 - one
week before admission - he had a general
ized convulsion. Physical examination
on ,dmission was essentially negetive,
except for slight tenderness and rigidity
in the epigastrium, which together with
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the history suggested some renal condi
tion such as stone, tumor, or pyelone
phritis. Repeated urinalyses were nega
tive; blood count showed a mild
secondary anemia. Intravenous pyelo
gram was negative as was a gall bladder
series. Gastrointestinpl x-rays re
vealed a marked hypertrophic gestritis.

·X-rays of the skull were negative;
spinal fluid examination was negative.
Glucose tolerance test wes normal.
Gastric analysis showed' no free HCL
after histamine. On Feb. 7, 1933 an
enlarged gland was felt in the left
axilla and was removed for biopsy and
proved to be Hodgkin's disease. Neuro
logic examination was negative. The
patient was discharged from the hospital
on Feh. 24, 1937 after it was concluded
that deep x-ray therapy ~'as not indicater
at that time.

2. White male, salesman, age 59.

In April 1929 had enlargement
in the region of the spleen and lumps
in the left axilla. In July, 1929, he
was treated for lymphatic leukemia at
the Mayo Clinic. First seen here on
Jan. 27, 1930, at which time he had
edema of the ankles and ascites. He had
had several parecenteses elsewhere.
The diagnosis was again chronic lymphati
leukemia and deep x-ray therapy was in
stituted. First neurologic sign was
noted May 28, 1932; this was a dull
aching pain originating in the right
knep, traveling to the right groin and
from there to the back. Neurologic
examination was negative except for
absent right knee and ankle jerks ?nd
some difference in superficial sensation
in the whole left lower extremity,
especially the anterior part of the
thigh and the medial portion of the leg.
Diagnostic impression was possible in
filtration about the cord in the lumbar
end sacral segments. Neurologic signs
remained unchanged until Oct. 19, 1932
when the patient developed diplopia..
Neurologic examination then showed:
Left 7th cranial nerve paresis, supra
nuclear type. Left eye swollen and
practically shut, with discoloration of
eye and thick discherge from the eye.
Indefinite paresis n~ the left external



I

rectus muscle. Does not move right lower
extremity, all others rather weak, Tre
mendous degree of edema throughout the
bo~. Reflexes unobtainable. Patient
not clear mentally. The 7th nerve p~resis

was considered of central origin and the
~esion perhaps vascular in nature. The
patient died Nov. 3, 1932. Necropsy re
port was: Hodgkin's disease of the heart,
mediastinum, spleen, gastrointestinal
tract, pancreas, bladder, prostate, lymph
nodes, vena cava, bones, and brain.
Examination of the spinal cord was nega
tive. The left 7th cranial nerve intra
cranially was normal. A tumor mass was
presont in the corpus callosum in the mid
line. The tumor nodule measured 1.5 cm.
in diameter, was firm, and of reddish
hemorrhagic color. Typical Hodgkin's
disease nodes were present in the medias
tinum and bowel.

~. White male, Laborer, Age 28.

Illness began in 1933 with
cervical adenopathy, pruritis, and non
productive cough. On admission here in
1934 he had large mediastinal masses
causing venous engorgement of the upper
extremities, neck and retina. Deep x-ray
therapy was given in 1934 and again in
1936, each time with improvement. In
October 1936 when examined at the Mayo
Clinic the neurologic findings were as
follows: Horner's syndrome on the left,
paresis of both upper extremities,
atrophy of left upper extremity, increased
deep reflexes in the right arm and re
duced in the left arm, very hyperactive
deep reflexes in both lower extremities,
absent abdominal reflexes, level of pain
and temperature loss at first rib,
tactile sense loss below umbilicus, absent
vibratory sense and diminished joint
sense in lower extremities. Four courses
of deep x-ray therapy nver cervical re
gion of spinal cord were given with sub
jective improvement. On readmission
here Feb. 17, 1937 the patient was mori
bund. All extremities were atrophic and
weak. Left Horner's syndrome, total
absence of deep reflexes (but mass re
flex initiated by tapping lower extremi
ty tendons), and absence of deep and
superficial sense up to the upper part
of chest. Patient expired on Feb. 18,
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1937. Necropsy: The spinal cord in
the lower cervical and upper thoracic
regions was surrounded epidurally by
a thick layer of fairly dense fibrous
tissue for a distance of 10 cm. This
tissue completely surrounded the dorsal
and le-teral surface of the cord, but
the cord itself did not seem compressed.
The rootlets emerged directly through
the mass of tissue. Microscopically,
the cord showed marked changes in the
posterior portion of the lateral col';'"
umns and the anterior portions of the
dorsal funiculi, consisting of vacuoli
zation and fragmentation of the tissue.
Both fibrous and cellular areas in tumor
mass characteristic of Hongkin's dis~

ease.

- - - .... -
4. White Hale, Meat-packing house

employee, age 43.

In 1931 developed masses in
left cervical region and in left axilla.
In 1934 burning pain in the left axilla
radiating to back. In Feb. 19~, the
p2tient ceesed working because of pain
in left axilla and shoulder and general
wenkness. ~n Mar. 19, 1935 he awoke
with spastic paraplegia, incontinence
of urine and fecesj pain in the lumbar
region of back, and constant pain in
the trunk and upper extremities. Physi
cal examination on ~dmission here
Mer. 30, 1935 showed mnrked cervical,
axillary, and inguinal lymphadenopathy,
abdominal masses, and enlarged spleen.
Biorsy of an axillary node revealed
Hodgkin's disease. Neurologic examina
tion: spastic paralysis of both lower
extremities, hyperactive knee and ankle
jerks, bilaterally positive Babinski
signs, absent abdominal and cremaster
reflexes, and diminished pain, tempera
ture, tactile, and position sense below
the 4th thoracic segmental level.
Lipiodol injection revealed complete
block at the first thoracic vertebral
level. Laminectomy on Apr. 10, 1935
showed a friable tumor mass extending
from the 7th cervical to the 3rd thoracic
vertebral level. Decompression and
radium implantation of the tumor was
done. Subsequently he received two
courses of deep x-ray therapy to the
laminectomy site; the paralysis of the



lower extremities improved and he was
sent to another hospital on May 1, 1935

where he died one month later.

5. WOni t e Mal e, Farmer, Age 26.

First seen here on Apr. 29,
1936. Seven-year history of swelling
of glands of the neck, and recent weak
ness. Biopsy of neck glands revealed
Hodgkin's disease. Patient was given
deep x-ray therapy to the glands which
responded well. First neurologic symptom
was mentioned in July 1936 when he said
that he he.d had pain in the back for two
months. X-ray of the spine revealed
pathological compression frecture of the
12th thoracic vertebra. He was then
admitted to the hospital, was placed in
Buck's extension and given deep x-ray
therapy to the spine. Abody cast was
applied and the patient was discharged
from the hospital on Aug. 17, 1936. He
was next seen in the clinic on Oct. 5,
1936 when the cast was removed end a
brace applied. On Aug. 4, 1937, ten
months later, he was readmitted to the
hospital because of paralysis of the
left lower extremity and paresis of the
right lower extremity, numbness and
tingling in both lower extremities, some
difficulty in urination, and obstipation-
all of five days' duration. Neurologic
examination showed the following: Bi
laterally absent abdominal and cremaster
reflexes and bilaterally absent knee
jerks. Ankle jerks were present and
active; Babinski sign bilaterally posi
tive. Paresis of the right and paralysis
of the left lower extremity. Sensations
of stroking, touch, pin prick, and
vibration were all absent up to the lOth
thoracic segmental level and impaired
up to the 5th thoracic segmental level.
The patient was placed on a Bra~Sard

frame and after 13 ~ays he was improved
to the extent that sensations were nor
mal except for slight diminution in the
region of the right groin anrl. motor power
had returned to a fair degree. The pa
tient was then discharged from the
hospital wearing a back brace. He was
last seen in the clinic on Nov. 22, 1937;
he was wearing the back brace, able to
wal~ but had made no further improvement.
He was receiving another course of deep
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x-ray therapy to the thoracic spine.

6. White Male, Restaurant Operator,
Age 37.

In Oct. 1936 first developed
persistent non-productive cough, grad
ually increasing weakness, and cervical
masses. Biopsy of cervical mass on
Nov. 18, 1936 revealed adenitis with
some reticular hyperplasia. Chest x-rayf
showed very large left mediastinal mass,
suggesting lymphoblastoma or metastatic
carcinoma. Mass disappeared after one
course of deep x-ray therapy. On
Feb. 23, 1937 first noticed paraesthesi
as i'n the lower lumbar and inguinal
regions. Neurological examination ob
jectively negative. A course of deep
x-r ay therapy was given to the lumbar
and thoracic spine. In July 1937 he
had no medical complaints; there was no
evidence of any lymph node enlargements
or mediastinal mass at that time.

7. Whi te Female, Housewife, Age 26.

First seen in the clinic
Jan. 5, 1933. Four months' history of
swelling of the glands of the neck.
Physical examination and biopsy of the
neck glands established the diegnosis
of Hodgkin's disease. She responded
well to several courses of deep x-ray
therapy. First neurologic symptoms
were Oct. 19, 1936, when she noticed
numbness and weakness in the lower ex
tremities. Neurologic examination at
that time showed bilaterally absent
knee and ankle jerks and decreGsed cottOl
and pin prick sensibility up to the 12th
thoracic segmental level. On Oct. 23,
1936, spinal tap was attempted at three
different lumber levels, all of which
were unsuccesful. On October 27. 1936,
neurologic examination showed: Complete
flaccid paralysis of the right lower
extremi ty., partial flaccid paralysis
of the left lower extremity, knee and
ankle jerks bilaterally absent. Pin and
cotton sensibility were diminished up
to the 11th thoracic segmental level.
Deep sensation was intact. Tenderness
upon palpation at the lOth thoracic
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vertebra. X-rays of the spine were
negative. On Oct. 28, 1936 a laminectomy
was performed. At the level of the 10th
tnoracic vertebra there was a definite
fibrous epidural infiltration. Complete
removal of the infiltration was impos
sible. Rf,r;overy from the operation was
uneven tful ~tnd recovery from the sensory
and motor troubles followed. Two deep
x-ray treatments were given. Neurologic
examination on Dec. 10, 1936 revealed
the knee and ankle jerks still bilateral
ly absent. Superficial senslC.tion had
returned to normal. There was only a
slight weakness in the right lower extrem
ity and she was up and about with support.
She was discharged Dec. 11, 1936. When
last seen in the clinic, Apr. 30, 1937,
she walked unaided. Neurologic examina
tion was practically unchanged from that
on Dec. 10, 1936.

8. White Male, Insurance Salesman,
Age 29.

In March 1936 a gnawing pain
was,:noted under the right scapula and
in the small of the back. In July pain
radiating around chest in horizontal
plane when he coughed. In August numb
ness of both large toes began and chest
pains persisted. In October had a
short episode of painless jaundice.
In November and December while in Minnea
polis General Hospital, right pleural
effusion, mediastinal masses, and abdom
inal masses were noted. Spinal puncture
indicated block of spinal canal. Admis
sion here Jan. 16, 1937. Physical
examination--well-nourished and well
developed, able to walk only with use of
cane. Abdominal mass, adenopathy at
angle of the jaw and axilla, and right
pleural effusion noted. Neurological
examination--Abdominal reflexes absent,
negative Babinski sign, and hyperactive
patellar and achilles reflexes; spastic
paraplegia, and paralysis of the abdom
inal and lower intercostal ~usc1es; light
touch, pain, and vibration sensibilities
diminished below level of 4th thoracic
vertebra, and hyperesthesia several lev
els above that vertebra. Spinal puncture-
the pressure Was 12 mm. of mercury, nega
tivu ~ueckenstedt test, five cells,
164 mg. protein, and negative Wassermann
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test. Lipiodol injection showed obstruc
tion of the spinal canal between the
3rd and 4th thoracic vertebra. Laminec
tomy and decompression were done on
Jaml<'iry 22, 1937, and a tU!Ilor mass was
found exten1ing from the 7th cervical
to the 4th thorDcic vertebra. The tumor
was too extensive for complete removal.
Biopsy showed Hodgkin's disease·. Shortl~

after the laminectoI:JY, sensations re
turned and improvement in motor power
followed. A course of deep x-ray ther
apy to anterior and posterior parts of
the chest directed at the mediastinal
mass and the epidural infiltration was
given in February, By March 30 he was
up ann. about. and was discharged from
the hospi tal. During September he had
some cwspnea, and was again given deep
x-ray treatments to the ches.t. He has
had no further nervous system compli
cations.

Bibliography

l. Eugenis, Cimon
Les Manifestations Cerebro
Medullaires de l'adenie
eosinophili que prurigene.

These de Lyon, 1929.

2. Vieil. Arthur
Spinal Cord Changes in Lympho
granulomatosis.

Arch. Neurol. & Psychiat. 26:
1009 (Nov.) 1931.

3. Chevallier, P. and Bernard, .J.
La Maladie de Hodgkin;

lymphogranulomatose maligne.
Paris, Masson & Cie, 1932.

4. Veits,!;I. R. and Hunter, F. T.•
Lymphoblastomatous Involvement

of the Nervous System
Arch. Neurol. & Psychiat. 29:

1246 (June) 1933.

5•. Shalliro. P. F.
Changes of the Spinal Cord in
Hodgkin's Disease.

Arch. Neurol. & Psychiat. 24:
509 (Sept.) 1930.



I

6. Allen, I. M. and Mercer, J. O.
Spinal SYmptoms with Lymphadenoma.
Jour. of Neuro1. & Psychopath. 17:

1 (July) 1936.

7, Cooper, K. J.
Lymphogranulomatosis Mnligna
(Ho~gkin's Disease) with Invasion
of the spinal Canal and paraple
gia.

J.A.M.A. 102: 917 (March 24) 1934.

NEXT ivlEErI NG

113

8. Desjardin, A. 'U" Habein, H. C"
and Watkins, C. H.

Unusual Complications of Lympho
blastoma and Their Rcdintion
Treatment.

Am. Jour. of Roentgenology and
Radium Therapy, 36: 169 (Aug.)
1936.

9. Watt, W. L.
Hodgkin's Disease and Deep XNray
Therapy.

British M. J. 2: 712 (oct. 10,
1936.



CHRISTMAS MESSAGE

As a Christmas message I would like to pass on to you
one which I received last year from Dean Irving S. Cutter of
Northwestern University Medical school.

I1A Hospital in the truest sense is not bricks and
stone and steel - not even men and women - but a Spirit
symbolizing 'Good Will to Men.'

There is som8thing sacred about every House that
is dedicated to Service - for within its walls fragile
mites of humanity come into the world, gentle hands
minister to those who are ill, tears are brushed away,
and new hopes are born.

Sickness levels all human values. Prostrate and
weak we turn instinctively to those who by nature and
training are able to allay apprehension and guide our
footsteps along recovery's pathway; to those whose in
nate kindness of heart harbors no vestige of personal
selfi shness.

May this Christmas Season bring to you - and to all
who sojourn in hospitals everywhere - Comfort and
Happiness in returning Health. 11

Harold S. Diehl
Dean
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