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Table 1. Erlotinib #%5-7i O ML AR AFT H
(Hematology ) (Biochemistry) (Immunology)
WBC 6800/l T-Bil  1.0mg/dl CRP 0.05mg/dl

RBC 46673 /ul GOT  18IU/L

Hb 15.4g/dl GPT 171U/L

Hct 45.6% LDH 1891U/L

MCV  97.9M ALP  268IU/L (Tumor markers)
MCH 33.1pg yGTP  291U/L CEA 23.4ng/ml
MCHC  33.8g/dl TP 8.1g/dl CYFRA 2.6ng/ml
PLT 3771/l BUN  10mg/dl Pro GRP  36.5pg/ml

(Coagulation study)  Cre 0.77mg/dl  QFT (=)

PT 11.9% Na 142mEq/L
PT-INR 1.02 K 4.5mEq/L
PT itk 96.0% Cl 103mEq/L
APTT 31.3% BS 95mg/dl

FIB 363mg/dl
CEA : 23.4ng/ml & & % FROMEE 2 R0 v,
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A surgical case of stage I A non-small cell lung cancer with EGFR-TKI as induction
therapy
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SUMMARY

[ Background ] Erlotinib, epidermal growth factor receptor-tyrosine kinase inhibitor (EGFR-TKI),
is effective for advanced and metastatic non-small cell lung cancer (NSCLC) with EGFR mutation.
However, the report of Erlotinib as induction therapy is rare. We report a surgical case of NSCLC
with Erlotinib as induction therapy. [Case] A 41-years-old man, diagnosed left lung adenocarci-
noma with EGFR mutation (exonl9 deletion), was referred to our hospital. CT showed that the
tumor was 35mm in S® of the left lung and # 7 lymphnode was swelling markedly (cT2aN2MO
stage A). He took Erlotinib (150mg/day) for 12weeks at first because of EGFR mutation positive.
The evaluation of Erlotinib was partial response in RESIST. He could take radical operation as lower
lobe and lingual segment resection, because CT showed bulky # 7 got smaller significantly. There
was no postoperative complication. The pathological finding was adenocarcinoma (papillary&
acinartype), PLO, v(+), Iy (+), br(—), pa(—), pv(—), Ef: 1b, (ypT1aN2MO0 stage I A). He has
taken adjuvant therapy (Erlotinib 150mg/day) for 28weeks. There is no recurrence six months
after operation. [ Conclusion ] It is possible that Erlotinib as induction-therapy is very effective in
patients with EGFR mutation like this case ; however there is no evidence of EGFR-TKI as induc-

tion therapy. Itis necessary to validate the effectiveness of Erlotinib as induction therapy.

Key words : NSCLC, EGFR-TKI, EGFR-mutation, induction-therapy, adjuvant-therapy





