Letters

1. Robertson AG, Robertson C, Boyle P, Symonds RP, Wheldon TE.
The effect of differing radiotherapeutic schedules on the response
of glottic carcinoma of the larynx. Eur ¥ Cancer 1993,29A, 501-510.

2. Chappell R. Presenting the coefficients of the linear quadratic
formula for clinical use. Int ¥ Radiat Oncol Biol Phys, in press.

3. Fowler JF. The linear-quadratic formula and progress in fraction-
ated radiotherapy. BrJ Radiol 1962, 62, 679-694.

4. Fowler JF, Tanner MA, Bataini JP, Asselain B, Bernier J, Lave C.
Further analysis of the time factor in squamous cell carcinoma of
the tonsillar region. Radiother Oncol 1990, 19, 237-244.

5. Fowler JF, Lindstrom MJ. Loss of local control with prolongation
in radiotherapy. Int ¥ Radiat Oncol Biol Phys 1992, 23, 457-467.

6. Lindstrom MJ, Fowler JF. Re-analysis of the time factor in local
control by radiotherapy of T3T4 squamous cell carcinoma of the
larynx. Int F Radiat Oncol Biol Phys 1991, 21, 813-817.

7. Rezvani M, Fowler JF, Hopewell JW, Alcock CJ. Sensitivity of
human squamous cell carcinoma of the larynx to fractionated
radiotherapy. Br ¥ Radiol 1993, 66, 245-255.

8. Slevin NJ, Hendry JH, Roberts SA, Agren-Conqvist A. The effect
of increasing the treatment time beyond 3 weeks on the control of
T2 and T3 laryngeal cancer using radiotherapy. Radiother Oncol
1992, 25, 251-260.

9. Withers HR, Taylor JMG, Maciejewski B. The hazard of accelerated
tumor clonogen repopulation during radiotherapy. Acta Oncol 1988,
27, 131-146.

10. Chappeli R, Fowler JF. Steepness of dose-response curve for larynx
cancer. Radiother Oncol, in press.

11. Chappel R. Creating a Clinical Staging System Using Logistic
Regression. University of Wisconsin-Madison Department of Bio-
statistics Technical, Report No. 66.

12. Thames HD, Schultheiss TE, Hendry JH, Tucker SL, Dubray
BM, Brock WA. Can modest escalations of dose be detected as
increased tumor control? Int § Radiat Oncal Biol Phys 1991, 22,
241-246.

Acknowledgements—This work was carried out with the support of
Grant PHS NIH CAS52686 from the US DHHS. We thank Mrs Peggy
Ziebarth for her skill in processing the words and tables. We thank the
authors of reference [1] for asking the questions which prompted the
present communication.

European Journal of Cancer Vol. 30A, No. 5, p. 721, 1994.
Copyright © 1994 Elsevier Science Ltd

Printed in Great Britain. All rights reserved

0959-8049/94 §7.00 + 0.00

0959-8049(94)E0075-F

Magnetic Resonance Signal
Alterations of the Brain in
Asymptomatic Patients Treated With
High-dose Cisplatin for Ovarian
Carcinoma
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THE FEATURES of high-dose cisplatin-induced neurotoxicity have
been described as transient acute cerebral dysfunction and
chronic leucoencephalopathies [1,2].

Correspondence to . M. Pumar.

The authors are at the Radiology Department, Hospital General de
Galicia, C/ Galeras s/n 15705, Santiago de Compostela, Spain.

Revised 19 Nov. 1993; accepted 2 Feb. 1994.

721

We incidentally observed the presence of high-signal intensity
lesions on T2 weighted images located in periventricular white
matter in a patient under cisplatin chemotherapy treatment for
ovarian carcinoma. The patient was neurologically asympto-
matic.

This finding induced us to perform brain magnetic resonance
(MR) on another 19 patients who were also under cisplatin
treatment for ovarian carcinoma. All the patients were symptom-
free and cisplatin dose was 120 mg/m? as a 4-h infusion in each
cycle, administered over 3-5 days.

MR examinations were performed on the fifth day of treatment
with a 0.2 T unit (Hitachi). Axial and saggital TI (500/30), PD
and axial T2 weighted (1900/30-90) sequences were obtained.
Intravenous GATPA was administered in the axial TT sequence.

Of the 20 patients, 10 showed abnormalities of white cerebral
matter, presenting as high signal intensity focal lesions on T2
weighted images. The lesions were well defined, with irregular
margins, and were located preferentially in periventricular white
matter. Intravenous GdTPA showed no signal changes. There
was no ventricular dilatation or other cerebral abnormality in
any case.

These lesions may be related to multiple foci of non-inflam-
matory leucoencephalopathy secondary to cisplatin adminstr-
ation, microclots or necrotising embolisms of tumoral tissues
[3,4], although we were not able to obtain histological corre-
lation.
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The Use of Carboplatin in Malignant
Germ Cell Tumours
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CARBOPLATIN HAS been used in trials for patients with good
risk germ cell tumours in order to avoid cisplatin-associated
treatment toxicity [1]. In a phase II trial recently published in
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