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Systemic Treatment of the Gastrointestingl

Stromal Tumor (GIST)
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Table 1. Immunchistochemical schema for spindle cell tumors of the GI tract

KIT D34 SMA™ Desmin 5-100
GIST + 60~70% 30~40% Very rare 5%
Smooth muscle tumer — 10~15% + + Rare
Schwanncma — + {Antoni B) — — +
Fibromatosis Disputed Rare + Rare —

*SMA = smooth muscle actin
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Table 2. Response rates to chemotherapy in patients with meta-

static GIST
Partial response
Regimen
N N (%)
Doxorubicin+DTIC 43 3 (7%)
Doxorubicin+DTIC + — Hosfamide 60 10 {15%)
Doxorubicin+DTIC +Ifosfamide 11 3 {27%)
Tosfamide+VP— 16 10 0 (0%)
Paclitaxel 15 1 (7%)
Gemcitabine 17 0 (0%)
Lipcsomal Doxerubicin 15 0 (0%)
Doxorubicin 12 0 (0%
Doxorubicin or docetaxel 9 0 (0%)
High-dose Iosfamide 26 NR ({0~ 8%)
Epirubicin+ fosfamide 13 0 (0%)
Various {e.g doxorubicin, gemcitabine} 40 4 (10%)
DTIC+MMC+Doxerubicin+CDDP 21 1 (5%)
Total 266 22 (8.3%)
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Table 3. Response to STI-571 in patients with advanced GIST

Best response 400 mg (n=71) 600 mg (n=74) Either dose (n=147)
Complete response o 0 o

Partial response 36 (49.3%) 43 (58.1%) 7O (53.7%)
Stable disease 23 (31.5%) 18 {24.3%) 41 (27.9%)
Progressive disease 12 {16.4%) 8 (10.8%) 20 {13.6%)
Could not be evaluated 2 (2.7%) 5 (6.8%) 7 (4.8%)
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Fig. 1. Overall survival and time to treatment failure for all patients.
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