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Table 1. Characteristics of the newborns 

Sex Female Male Male 

Size (cm) 47 49 51 
Weight (g) 2320 3230 3300 

Apgar 
lmm 8 10 9 
3mm 3* - - 

5mm 10 10 10 
Hair + + + 

Dyspmorphic syndrome - - - 

Blood count at birth 
WBC 13 8900 17900 
Hb 15.4t 18.3 19.8 
Platelets 309 000 193000 316000 

*Secondary apnoea (ventilation). TSecondary anaemia at 9.5 g at 
day 21; spontaneous recovery 

epidoxorubicin before delivery. The children are now 35, 34 
and 23 months old and growth and development remain 
completely normal. All 3 mothers are in complete remission. 
Therefore, from these limited data, it seems that vinorelbine 
could be safely administered during the 2nd and 3rd trime- 
sters of pregnancy. 
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A 26-YEAR-OLD man presented with a one-month history of 
progressive headache. Magnetic resonance imaging (MRI) 
revealed a 3.8 cm diameter round lesion in the left cerebel- 
lum. General physical examination was normal except for 
evident cerebellar dysfunction. Alphafetoprotein (uFP) and 
lactate dehydrogenase (LDH) were within normal limits; 
human chorionic gonadotropin p (PHCG) was slightly elev- 
ated at 5.6 IU/I (N < 3 IU/I), while carcinoembryonic anti- 
gen (CEA) was up to 457 ug/l (NC 4.6 l&l). Computerised 
tomography (CT) showed a 3 x 4 cm diameter lesion of the 
left inferior lung. Because of a rapid worsening of cerebellar 
functions, cerebellar metastasis was removed, with sub- 
sequent complete recovery. 

The diagnosis of malignant embryonal carcinoma (EC) 
was retained, although immunohistochemistry was not 
pathognomonic (focal staining for CEA and alpha-l-anti- 
trypsin and isolated cells were positive for the PHCG). A 
first cycle of ifosfamide, cisplatin and etoposide (ICE) was 
administered. On day 16, the patient complained of a sud- 
den cough and left pleuretic pain. A chest X-ray showed a 
partial collapse of the left lung (Figure l), for which a chest 
tube with negative pressure was inserted and the lung fully 
re-expanded in 48 h. Response to chemotherapy was 
suggested by the decline of the CEA level from 457 to 138 
pg/l as well as by the necrosis observed on a CT scan. After 
the second cycle of ICE, CEA was within normal limits and 
the thoracic lesions were necrotic. Unfortunately, this 
improvement was transient, and the patient developed a ful- 
minant carcinomatous meningitis. Second-line chemother- 
apy and local radiotherapy were unsuccessful, and he died 
within a few days. 

Cancer related spontaneous pneumothorax is a rare event 
[l], and may be observed in three circumstances: at time of 
diagnosis or during progression; late after chemo- or radio- 
therapy; and shortly after chemotherapy [2]. The majority 
of cancer related spontaneous pneumothorax are present at 
the time of tumour diagnosis [3]. All tumours may be 
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Figure 1. Chest X-ray: lee-sided pneumothorax with shrink- 
age of the mass. 

complicated by pneumothoraces, even if there is a clear pre- 
dominance with metastatic osteogenic and childhood 
sarcomas, germ cell tumours and lung cancer [4]. The mech- 
anisms advocated depend upon the underlying tumour. In 
lung cancer, spontaneous pneumothorax may be consecutive, 
either to various pathological alterations secondary to smok- 
ing, or to the progression of the tumour [ 1, 31. In sarcomas 
and germ cell tumours, spontaneous pneumothoraces are 
more likely induced by tumour necrosis or spontaneous 
haemorrhages [5]. It can also occur some months or years 
after irradiation or chemotherapy, in association with treat- 
ment, pathological changes rendering the lung more prone to 
develop spontaneous pneumothorax [2,6]. 

Our case fits well with a rapid chemotherapy-induced 
tumour shrinkage secondary to necrosis. Rosen and col- 
leagues first noted that the risk of spontaneous pneu- 
mothorax was higher with efficient chemotherapy [7]. The 
average time from the initiation of the chemotherapy to 
pneumothorax development ranges from 1 to 32 days. 
Several mechanisms have been proposed to explain che- 
motherapy-induced spontaneous pneumothorax: an under- 
lying co-existent emphysema [4, 91; the rupture of a 
peripheral chemosensitive tumour, resulting in a leakage of 
air into the pleural space [6]; the enlargement of a rapidly 
necrotising tumour; the combination of necrosis and che- 
motherapy-induced impairment of repair processes (e.g. 
doxorubicin) [8-lo]; the elevation of intrathoracic pressure 
due to drug-related emesis [4]. 

Spontaneous pneumothorax is a well known, but rare, 
complication occurring during chemotherapy for cancer. This 
complication should be kept in mind, especially in tumours 
known to be chemosensitive. Indeed, it may be a sign of 
tumour response and explain the appearance of a shortness of 

breath and pulmonary pain shortly after chemotherapy with- 
out conferring a bad prognosis to the patient. 

1. 

2. 

3. 

4. 

5. 

6. 

7. 

8. 

9. 

10. 

Dines De, Cortese Da, Brennan MD, Hahn RG, Payne WS. 
Malignant pulmonary neoplasms predisposing to spontaneous 
pneumothorax. Mayo Clin Pm 1973, 8, 541-544. 
Hsu J-R, Chang S-C, Pemg R-P. Pneumothorax following 
cytotoxic chemotherapy in malignant lymphoma. Chest 
1990, 98, 1512-1513. 
Steinhauslin CA, Cuttat JF. Spontaneous pneumothorax, a 
complication of lung cancer. Chest 1985, 88, 709-7 13. 
Stein ME, Haim N, Drumea K, Ben-Itzhak 0, Kuten A. 
Spontaneous pneumothorax complicating chemotherapy for 
metastatic seminoma. Cancer 1995, 75, 2710-2713. 
Cook MA, Phillips M, Elhosseiny A. Case report: metastatic 
germ cell tumor presenting with thromboembolism and bilat- 
eral pneumothorax. Am 3 Med Sci 1992, 303, 249-250. 
Leslie MD, Napier M, Glaser MG. Pneumothorax as a compli- 
cation of tumor response to chemotherapy. Clin Oncol 1993, 5, 
181-182. 
Rosen G, Tan C, Sammaneechai A, Beattie EJ, Marcove R, 
Murphy ML. The rationale for multiple drug chemotherapy in 
the treatment of osteogenic sarcoma. Cancer 1975, 35, 936- 
945. 
Schulman I’, Cheng E, Cvitkovic E, Golbey R. Spontaneous 
pneumothorax as a result of intensive cytotoxic chemotherapy. 
Chest 1979, 75, 194-196. 
Biran H, Wasserman JP, Weissberg D, Shani A. Pneumothorax 
following induction chemotherapy in patients with lung metas- 
tases: a case report and literature review. Ann Oncol 1992, 3, 
297-300. 
Devereux DR, Thibault T, Boretos BS, Brennan MF. The 
quantitative and qualitative impairment of wound healing by 
adriamycin. Cancer 1979, 43, 932-938. 

European 3oumal of Cancer Vol. 33, No. 1, pp. 170-173, 1997 
ccm 1997 Elsevier Science Ltd. All rights reserved 
Printed in Great Britain 
0959-8049197 $17.00 +o.oo 

MI: SO959-8049(96)00347-4 

24Xlorodeoxyadenosine Inhibits 
Activity of Adenosine Deaminase 

and S-Adenosylhomocysteine 
Hydrolase in Patients With 

Chronic Lymphocytic Leukaemia 

K. Warzocha,’ K. Fabianowska-Majewska,’ 
J. Bloriski,’ E. Krykowski’ and T. Robak’ 

‘Department of Hematology, Pabianicka 62, 93-5 13 Lbdi, 
Medical University of tidi; and 2Department of General 
Chemistry, Lindleya 6, 90-131 t6di, Medical University 

of IAdi, Poland 

2-CHLORODEOXYADENOSINE (2-CdA) is a new and effeCtiVe 

drug for indolent lymphoid malignancies. However, mech- 
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