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CASE REPORT 

Hodgkin's Disease 

by 

DARFIOES BASIR, INDA D. ARIF, and MOESLICHAN S. 

(Department of Child Health, Metdical School, Uni-versity of 
I ndQIJlesia, Jakarta) 

Abstract 

.A case of Hodgkin's disease in M 8-jear-olid Indonesian boy i!S presentetl. 

The treatment was stanted 2llz years after the first onset of the> s-y1mptoms, 

con·sisting of vincristine, cyclophosphamide a:nd pradnisone. U seemed that ·this 

combi111ation gave good results; after 12 weeks of treatment the l)ymphnodes 

disappeared atnd no new swellings developed. Despi.te the good resrults, conti-

nuous observation is necessary. 

Received June 28, 1976. 
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Introduction 

Hodgkin's disease is usually a chronic, 
advancing, ultimately fatal disease of 
unknown origin, manifested mainly by 
progressive enlargement of the lymphno
des and frequently of the spleen and 
liver, with invasion to other organs and 
tissues. The disease is often characteri
zed later on by fever, anemia, and ca
chexia (Holvey and Tal_bott, 1972). A 
variety of etiologies has been thought of, 
like infective agents, chromosomal ab
normalities, immunologic reaction ab
normalities, hereditary disease, etc., but 
.none have been established. 

Clinically, this disease can be classi
fied as suggested by the Rye Clinic 
(1965) : 

I. Localized disease (localized to a 
single lymphnode group . or a single 
group). 

II. Regional nodal disease (involve
ment of more than one lymphnode gro
up, but limited by the diaphragm to 
either the upper or lower half of the 
body). 

III. Bi-regional nodal disease (invol
vement of more than one lymphnode 
group in the upper and lower half of 
the body). 

IV. Generalized systemic disease (in
volvement of bone marrow, bone, lung 
parenchym, pleura, liver, kidney, cen
tral nervous system, gastrointestinal 
tract and skin). 

Each of these stages can be subclas
sified into, respectively, A - without 

systemic symptoms, and B - in associ
ation with systemic symptoms, like fe
ver, pruritus and weight loss. 

Other classifications commonly used 
are those dealing with the pathological 
changes: 

I. Jackson and Parker's classificati-
on 

* Hodgkin's paragranuloma, 

'~ Hodgkin's granuloma, 

* Hodgkin's sarcoma. ' 

II. Lukes and Butler's classification 
* lymphocytic predominance, 

* nodular sclerosis 

* mixed cellularity 

* lymphocytic depletion 

The nodular sclerosis type is more 
frequently seen in stages I and II; the 
mixed cellularity and lymphocytic deple
tion in stages III and IV, while the lym
phocytic predominance · in all ·· stages 
(Patchcfsky ct al., 1973). Other studies 
teported that lymphocytic predominance 
was more frequently seen in stages I 
and II (Brown, 1967, Keller and Cas
tleman, 1970)). The finding of Reed
Sternberg cells on histological .examina
tion is pathognomonic for Hodgkin's 
disease. 

The purpose of this study is to report 
a case of Hodgkin's disease in an 8-year
old Indonesian boy who has been tre
ated with cyclophosphamide, vincristine 
and prednisone. 
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Case report 

M., an 8-year-old Indonesian boy, was 
admitted to the Department of Child 
Health, D~. Cipto Mangunkusumo Ge· 
neral Hospital, Jakarta, on September 
26, 1974. He was sent by the Caltex 
Hospital, Pakanbaru, with the diagnosis 
of Hodgkin's disease,, based on histolo
gical examination on December 16, 
1972. 

The history revealed that swellings 
appeared 2% years ago at the left neck, 
increasing in size, which were neither 
painful nor red in color. He was then 
hospitalized in the Caltex Hospital be
cause of these swellings and a biopsy of 
the lymphnode was performed. There 
was .no information about drugs given, 
and irradiation had never been perfor
med. Eight months ago new ,swellings 
appeared on the right neck and right 
inguinal region which also increased in 
size. There was moderate fever, a slight 
weight loss and, occasionally, the boy 
suffered from anorexia. The prenatal 
and antenatal history were uneventful. 
There was no history of a similar dise
ase in the family. 

Physical examination on admission 
revealed an 8-year old boy with a body 
weight of 20 kg., a body length of 115 
em., and a body temperature of 37.5 ° C. 
He did not look ill, was alert and in a 
sufflcient nutritional state, but rather 

· pale. Swellings were found on the neck 
bilaterally, in the left supraclaviculm· 
region, the right fossa iliaca, and the 

right inguinal region, with sizes varying 
from a peanut to a marble. They were 
firm in consistency, painless on palpa
tion, and not fixed to their surroundings 
(figure 1). The heart and lungs were 
normal. The abdomen was supple, the 
liver and spleen were not enlarged. 
Chest X-ray film showed an enlargement 
of paratracheal and mediastL.'1al lym
phnodes (figure 2). 

Laboratory findings revealed: Hb. 
9.4 gm.%; R.B.C. 2.38 mill./mms; 
packed cells 21 val.% ; reticulocytes 
16%0 ; platelets 322,000/mms; W.B.C. 
9,800/mm3 ; differential count -/66/24/ 
7; B.S.R. 73 I 112. The bone marrow 
smear was normal. Liver and kidney 
function tests were within normal limits. 
Tuberculin test was negative. 

Histologic examination (figure 3) of 
the lymphnode biopsy specimen (P .A. 
no: 728706) showed the presence of 
Reed-Sternberg cells with nodular scle
rosis or Hodgkin's granuloma. Treat
ment consisting of vincristine 1 mg. in
travenously once weekly, and cyclophos
phamide 100 mg. intravenously once 
weekly, was started immediately for a 
duration of 6 weeks as the first cycle. 
Ten days after starting the treatment, 
the swellings at he right fossa iliaca, 
right inguinal region and the neck dec
reased in size, and 20 days thereafter 
those at the right fossa iliaca disappe
ared. 

During a 6-week period of observati
on the body weight i.ncreased to 20.5 kg; 
at times the:e was still anorexia. 
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Tuberculin test was still negative. He
moglobin content varied between 8.0-
9.9 gm.%; W.B.C. 4,200- 9,800/mms; 
platelet count was within normal limits. 
After 6 weeks of treatment the second 
bone marrow smear was still normal. 
The second cycle of treatme,nt was con· 
tinued and irradiation was not needed, 
since the .treatment showed a good res· 
ponse so far. 

The patient was discharged in a 
good condition 50 days after hospitali· 
zation and treated ambulatorily with 
the same schedule. Twelve weeks after 
the treatment had beeu.'1 started no swel
lings were observed. The second chest 
X-ray film showed no enlarged lym
phnodes anymore (figure 4). At the last 
visit 3 months thereafter, the body 
weight was 21.5 kg.; Hb. 10.5 gm.%; 
W.B.C. 8,000/mm3 ; platelets 314,000/ 
mm3. Vincristine, endoxan, and predni
sone were then continued for the next 
cycle. 

Discussion 

The onset of the first symptoms in 
this case appeared at the age of Sl/z 
years. In general, Hodgkin's disease is 
rarely seen under the age of 8 years 
(Nelson, 1969; Slobody and Wasserman, 
1968; Wintrobe, 1967·), but Sutow et 
al. ( 1973) found that the peak frequen
cy of Hodgkin's disease in children was 
at the age of 5%- 9 years. Boys have 
been more frequently affected then girls, 
i.e. 4 : 1 (Wintrobe, 1967), 3 : 1 (Ma-

ner, 1969), 5 
1972), and 3 
sudin, 1961). 

1 (Holvey and Talbott, 
1 (Rukmono and Sam-

Thfi clinical manifestation of Hod
gkin's disease may appear as lymphnode 
enlargement, ! systemic reactia_ns, and 
organ involvement. The first evidence is 
usually a painless swelling of one or 
more groups of superficial lymphnodes, 
often in the cervical region. They are 
usually fairly firm, discrete, and not 
fixed to the surrounding tissue. Progres
sive involvement of other nodes; may fol
low, though the rate of extension varies 
considerably. These enlarged lymphno
des may produce local symptoms depen
ding on .the site of the affection like 
cough, dyspnea, cyanosis, engorgement 
of the neck vessels, ascites, icterus, ure
teral obstructions, etc. The systemic 
symptoms of importance are fluctuating 
fever (Pel-Ebstein syndrome), pruritus, 
night sweating, and weight loss. As non
specific manifestations there may be 
malaise, weakness, vomiting, and nau
sea. 

Splenomegaly and hepatomegaly are 
usually found in later stages. The sym
ptom complex of unexplained fever, 
lymphnode enlargement (especially cer
vical), pruritus, and weight loss should 
suggest the possibility of Hodgkin's dise
ase. Here, in our case the clinical mani
festations consisted of lymphnode enlar
gements, weight loss, and occasionally, 
anorexia. Despite .the enlarged cervical, 
paratracheal and mediastinal lymphno
des, he did .not complain of any local 
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symptoms. Since there was no enlarge
ment of the liver and spleen, we can 
draw a conclusion that we were not 
dealiog with a later stage of the disease. 
Furthermore, according to the clinical 
classification of Rye Clinic, the patient 
belonged to the III B stage. The diag
nosis of Hodgkin's disease in this case 
was based on the clinical findings con
firmed by the presence of Reed-Stern
berg cells in the lymphnode biopsy spe
cimen. Since the histological picture was 
nodular sclerosis, it did not support the 
statement of Patchefsky et al. (1973) as 
mentioned earlier. Reed-Sternberg cells 
may be found occasionally in the blood 
and 'bone marrow (Maner,, 1969; Slobo
dy and Wasserman, 1968). 

Some authors suggested that several 
examinations should be performed to es
tablish the plinical diagnosis and staging, 
e.g. blood analysis, bone marrow exa
mination and bone survey, plain abdo
minal X-ray examination and I.V.P., 
lymphangiography, and exploratory la
paratomy when indicated .. Anemia is 
common in the early stage of this dise
ase. The W.B.C. count may be slightly 
or moderately increased or it may be 
normal. The number of monocytes and 
eosinophils may be increased, the num
ber of lymphocytes may be relatively or 
absolutely decreased. B.S.R. is accelera
ted during the active phase of the dise
ase, but may be normal in the period of 
remission. Frequently in the terminal 
phase there are thrombocytopenia, leu
copenia (particularly lymphopenia), and 

severe anemia. The peripheral - blood 
examination in this case,- as well as the 
bone marrow examination, were within 
normal limits. 

Prior to 1960 the treatment was lar
gely confined to the use of a single drug. 
With this single drug the complete res
ponse rate is tabled as follows (Gol
dsmith and Carter, 1974) : 

Mechlorthamine hydrochloride 13% 

Cyclophosphamide 12% 

Chlorambucil 16% 

Vinblastine 30% 

Vincristine 36% 

Procarbazine 38% 

Methotrexate 0% 

Prednisone 0% 

Since 1960 various combinations of 
chemotherapeutics were applied, which 
gave better results : 

1. Vincristine with chlorambucil and 
radiotherapy (Lachar and Durant, 
1965); complete response rate was 
62%. 

2. Cyclophosphamide + Vincristine + 
Methotrexate + Prednison (Moxley; 
1972); complete remission was 86%; 

3. Vincristin~ + Cyclophosphamide + 
Procarbazine . + Radiotherapy (Las
cart, 1972); clini~al remission was 
seen in 38 out of 40 cases. 

4. Nitrogen mustard + Oncovin + 
Procarbazine+ Prednisone (MOPP); 
complete response rate was 81% 
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(Da Vita, 1970). Nixon and Aisen
berg (1974) found that complete 
response rate was 91 % in patients 
who had never been treated, and 
71 % in patients whom chemothera
peutics or radiotherapy had been 
given. 

One course of treatment consists of 
6 cycles of each combination, given in
termittently in every other two weeks.· 
The dose of each drug is as follows (las
carL 1972) : 

- Vincristine, 10 mg./m2 I.V. weekly 
for 12 doses 

- Cyclophosphamide, 200 mg./m2 I.V. 
weekly for 12 doses 

- Procarbazine, 100 mg./m2 orally 
daily for 28 days 

- Prednisone, 40 mg./m2 orally daily 
for 14 days 

- After 12 weeks, continued with vin
cristine 1.5 mg./m2 and cyclophos
phamide 300 mg./m2 I.V. every 2 
weeks, for 2 years after initial tre
atment. 

Some authors mentioned that radio
therapy gave good response, particular
ly in a localized affection (stage I and 
II). Better results were seen. in cases of 
soft lymphnodes, due to the abundant 

supporting tissue consisting of .lympho
cytes which are very radiosensitive. Sur
gical intervention is done mainly when 
there is a risk of pressure o.n vital or
gans. 

Our patient had been treated with a 
combination of vincristine, cyclophos
phamide, and prednisone; procarbazine 
was not available at that time, although 
we intended to treat the patient as sug
gested by Lascari (1972). After 12 
weeks of treatment the cervical., paratra
cheal, and mediastinal lymphnodes di
sappeared, and no new swelling develo
ped. However, we could not make any 
conclusion yet, since it must be proved 
after a long duration of observation. 
The prognosis depends on the progressi
on of the disease (according -to staging), 
clinical manifestations, and histological 
changes. The survival rate is better in 
females than in males (Patchefsky et 
al., 1973). 
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FIG. 1. 

.. 
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FIG. 2. 

FIG. 3. 



DARFIOES BASIR ET AL 

REFERENCES 

,ROWN, R.S. 

al. (1973). 

Cited by Patchefsky et 

2. DE VITA, V.T; SERPICK, A.A. and 
CARBONE, P.P. : Combination chemo
therapy . in the treatment of advanced 
Hodgkin's disease. Ann: Intern. Med. 73 : 
881-895 (1970). 

3. GOLDSMITH, M.A. and CARTER, 
S.K : Combination chemotherapy of 
advanced Hodgkin's disease. Cancer 33 
1 (1974). 

4. HOLVEY, D.N. and TALBOTT, J.H. : 
The Merck manual 12th ed., pp. 315 
(Merck Sharp & Dohme, Philadelphia 
(1972). 

5. KELLER, A.R. and CASTLEMAN, B. : 
Hodgkin's· disease of the· thymus gland. 
Cancer 33 : 1615 (1974). 

8. MANER, A.M. 
pp 388 (1969). 

Pediatric hematology. 

9. NELSON, W.E. Textbook of pediat. 
rics. Asian ed. pp. 1093 (Saunders/Igaku 
Shoin, Philadelphia/Tokyo 1969). 

10. NIXON, D.W. and AISENBERG, A.C. : 
Combination chemotherapy of Hodgkin's 
disease. Cancer 33 : 1499 (1974). 

11. PATCHEFSKY, A.S.; BRODOVSKY, 
H.; SAUTHARD, M.; MENDUKE, H.; 
CRA Y, S. and HOCH, W.S. : Hod
gkin's disease. Cancer 32 : 150 (1973). 

12. RUKMONO dan SAMSUDIN : Penya
kit Hodgkin (lymphogranuloma malig
num). Madj. Kedok. Indones. 4 : 177 
(1961). 

13. SLOBODY, L.B. and WASSERMAN, 
E. : Survey of clinical pediatrics. 5th 
ed., pp. 489 (Kogakusha, Tokyo 1968). 

6. LACHAR, M. and DURANT, J. : Com- 14. SUTON, W.T.; VIET, T.J. and FERN-
bined vinblastine and chlorambucil the
rapy of Hodgkin's disease. Ann. Intern. 
Meq. 62 : 468-476 (1965). 

7. LASCAR!, A.D. : Pediatric hematology. 
Pediatr. Clin. North Am. 19 : 1149 
(1972). 

BACH, D.J. : Hodgkin's disease in chil
dren; clinical pediatric oncology. pp. 264 
(Mosby, St. Louis 1973). 

15. WINTROBE, M.M. : Clinical hemato
logy. 6th ed., pp. 1103 (Lea and Febiger, 
Philadelphia 1967). 


