WARACEE 58 : 25-29, 20124F

25

Interferon-o. & Cyclooxygenase-2 FHE# D Of FH A3
Fe B L7 R RE o 161

KPG R, gk BB T RURYS
" A TR, SRR Y 5 — AT B AR
SRR RF B TR

A CASE OF FAVORABLE RESPONSE AFTER COMBINATION
TREATMENT WITH INTERFERON-a AND CYCLOOXYGENASE-2
INHIBITOR AGAINST METASTATIC RENAL CELL CARCINOMA

Tetsuro OnisHI', Hiroyoshi SUZUKI® AND TATSUO IGARASHI®
" The Department of Urology, Seirei Citizen Hospital
*The Department of Urology, Toho University, Sakura Medical Centre
*The Graduate School and Faculty of Engineering, Chiba University

We present a patient showing favourable response after combination treatment with interferon-g (IFN-
o) and cyclooxygenase-2 (Cox-2) inhibitor (celecoxib) against metastatic renal cell carcinoma (RCC).  The
patient underwent left radical nephrectomy for RCC on 18th April, 2005. On follow-up computed
tomographic scan, mediastinal metastasis was detected 3 years after nephrectomy, and metastasectomy was
performed. The histological features were clear cell carcinoma as was the primary RCC, and
immunohistochemical analysis revealed negative for Cox-2 staining both the primary and metastatic lesions.
Aiming at the treatment of residual mediastinal RCC, the patient started to receive IFN-a, and this cytokine
therapy lasted for 1 year and 2 months. Nevertheless, the outcome was progression of disease (PD), namely,
new lung field lesions were observed. A different type of IFN-a treatment also resulted in PD.  Based upon
these results, a combination of IFN-a and Cox-2 inhibitor was newly adopted for treatment. After the
combination therapy for 3 months, 68.75% of metastases disappeared. We concluded that Cox-2 inhibitor
is a potent medicine in combination with IFN-a for metastatic lung tumour from RCC.
(Hinyokika Kiyo 58 : 25-29, 2012)
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Fig. 1. Histological features of primary and metastatic tumour from RCC. Both primary and
metastatic lesions (mediastinal metastasis) have almost the same histological architecture, 1.e.,

clear cell carcinoma.
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Fig. 2. Before and after combination treatment in mediastinal metastasis from RCC. a: showing posterior
mediastinal metastasis of 4.0 cm in diameter accompanied with athelectasis (arrow : before combination
treatment). b : showing 12 weeks after combination treatment. ~ Almost all metastases disappeared, and
small residual tumour (1.0 X 0.5 cm) is seen (arrow).
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b : Upper
Fig. 3. Before and after combination treatment in lung field metastases from RCC. a: showing 2
nodules each 1 cm in diameter (arrows: upper CT) and | nodule 2 cm in diameter (arrow :

lower CT) (before combination treatment).
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a: Lower
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b : showing 12 weeks after combination treatment,

1 nodule 0.5 cm in diameter (arrow : upper CT) and 1 nodule 1 cm in diameter (arrow : lower

CT).
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Table 1. Serial changes of abnormal laboratory data

INF-a alone

IFNa plus celecoxib

Treatment modality estimated day
29th December, *10

14th January, ’11 4th February ’11 4th March, 11

CRP 0.6
Hgb 14.2
ESR 43
Alp 266

1.4 0.1 0.0
12.9 13.2 13.8
67 29 13

324 239 216

(normal ranges : CRP <0.3 mg/dl, Hgb >13 g/dl, ESR <30 mm/h, Alp <320 IU/).
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