
Additional file 2. Immunohistochemistry for mutant EGFR and downstream molecules on the resected samples after induction erlotinib
	No.
	EGFR
mutation 
	EGFR
(B1D38)
	pEGFR
(Tyr1068）
	EGFR
(mu）
	MTOR
（7c10）
	pMTOR
（ser2448）
	p44/42MAPK
(Erk1/2)(137F5)
	PFS
(months)

	7
	19del
	+++
	-
	-
	-
	-
	++
	8.6

	8
	L858R
	+++
	-
	+
	-
	-
	-
	23.0

	9
	L858R
	+++
	-
	+++
	-
	-
	+~++
	10.7

	6
	19del
	+
	+/-
	　
	+
	-
	++~+++
	7.9

	12
	19del
	++
	-
	　
	-
	-
	-
	6.0

	5
	19del
	++
	++
	　
	-
	-
	+
	10.2

	No.
	EGFR
mutation
	pAkt(Thr308)
(244F9)
	pAkt(Ser473)
(D9E)XP
	pEGFR
(Y992）
	pEGFR
(Y1045）
	pEGFR
(Y1148）
	pEGFR
(Y1173）
	PFS
(months)

	7
	19del
	-
	-
	-
	-
	-
	-
	8.6

	8
	L858R
	+~++
	-
	-
	-
	-
	-
	23.0

	9
	L858R
	-
	-
	-
	-
	-
	-
	10.7

	6
	19del
	-
	-
	-
	-
	-
	-
	7.9

	12
	19del
	-
	-
	-
	-
	-
	-
	6.0

	5
	19del
	-
	-
	-
	-
	-
	-
	10.2


Abbreviations: EGFR, epidermal growth factor receptor; PFS, progression-free survival.
Note: All six cases in the erlotinib arm that underwent resection gained partial response to tyrosine kinase inhibitor. Immunohistochemistry was conducted to detect the protein expressions on the resected samples after induction elotinib. In all the 6 cases, pEGFR(Tyr1068）has been deregulated. Cases 2 with L858R mutation enjoyed the longest PFS of 23 months, among which the p44/42MAPK(Erk1/2)(137F5) was deregulated and the pAkt(Thr308)(244F9) was most activated compared with other 5 cases.
