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DARENICR T N ERNH H, =7 VY — LAOMBINBATRE & LTI,
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LA 2= —va VBRI LB A LND, & TR
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4 F=TNWEBT T VY —LOMIENIY IAHB~DEELZFHI LT, £/, —
BRI NLHF Y VT —ThD VR Y =LA LT 52 LT, DNAHBA~DHEY
KEXFX VT —ELTOZ Y Y — ORI TEHME L7, &5, k
O EHEDHHF T, F7 4 F=THEICEY I ha v R 7RI E %
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2.1. EGFR ZRIE/IIFERACBIT A 74 F=TI2XBI ba vy FITA
BRYE M~ DR

T4 F =TI KDY Y — AOMAENELY IABA~D B D FEAMIZEE L,
DS AR IS FEPR L 72 WRREE DIEANRE 2R AME NS D7D, 77 4 F =7
EVEEZ M D FE NN 28 A AL HCC827 (TR & 2 « SEFIE B CHEHITR
ML, WST-1 7 vt~ BXOBEMEEIC L DM B 21T > 7=, WST-1
7 v A TIE, Ao a I BET TV U U AEICEESE (STR : succinate-
tetrazolium reductase) (2857 T VU v At (WST-1) OFRNL~<HF o AFEA~D
IEWAS ) % TE B3 5, HCC827 2B\ THIIEL A3 72854 (3,000 cells/well)
X, F 74 F=TRED LRIZHENF LT U EBEOAEREITE T L7223,
N3 Az 54 (12,000 cellsiwell) 1247 4 F = 7 IR AR L~ B o B FED4E
RENBEE IR L (Figure 1), —7F, Ao OS5 E1E, Wi
ORI DOEHFICB N T T 7 4 F=TRED EFIT A Lz, =kt
MfREEEIC B W TH, MR OERIC L > T 7 4 F =TI LD WST-1 i
TGO FANHERSNT-, & 512 HCC827 Ml (Eilat) oI har KU
TREENLNT 7 4 F =T B> T ERTAHZ LA IC1 T w1 THRR LT,
—J5C, EGFR AR TS 7 ¢ F =7 WGk D IE/ Nt 23 A MR ER AS49 D5
AL WST-1 KT IC-1 DATIUZ BTN RO i ho 72, 2 T HCC827
IZBWCH 7 4 F =7 LRIEHIPIDAR RV LB U 2 L5 EA. PUE
FOFIMBERZBD B2 o7z, THHOREI Y . mERiEE o I/ INH i il
FIZBW T 7 4 F =712 85 STRIEFHEB XU hav R U TG LS & B
PAEME~D BRI TR ENTZ,
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Figure 1. Effects of gefitinib treatment on the biological activity of STR

(a-d) HCC827 (3,000 cells/well: a, 12,000 cells/well: ¢) and A549 (3,000 cells/well: b,
12,000 cells/well: d) cells were treated with gefitinib (0~30 uM) for 72 h at 37°C prior
to 2D WST-1 assay. The data are the averages (£SD) of four experiments. **p<0.01
between no treatment and each sample concentration. ***p<0.001 between no treatment
and each sample concentration.
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V—Ah BIRUVRY =L RFYLES U ZNE L, HCC827 125 2 Ml
PG L7z & 2 A, MIBNERY ABFHEORKER E—H LT, =27 VY —LAT
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A, 7Y —LOMBNILY AT N Y U RMBREE [REE. ST 4 F
=7WImMcEvmEL, ZORENS, K74 F=TIX b —AD
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(a) FITC-dextran-loaded exosomes (b) FITC-labeled liposomes
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Figure 2. Effects of gefitinib treatment on cellular uptake of exosomes and
liposomes.

(a, b) Relative cellular uptake of FITC-dextran-loaded exosomes (a) and FITC-labeled
liposomes (b) in HCC827 and A549 cells in the presence or absence of gefitinib (10



nM) for 24 h at 37 °C using a flow cytometer. The data are the averages (£ SD) of three
experiments.
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B, T 74 F =N STRIEEB L O b= R TBEEMZR ESE, Jid
A RF sy HRFICHEGIRE RS RN EE2RA LT, £,
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IMEHET D Z RO TR SN, EiLoi@Y ., gefitinib X235 ASB 722 FE /N A fili
D3 A DTHHEGCRIER A BN TER Y | TR ORISR, 4% I BT
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