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Abstract: The her2 gene is located in 17q21. The protein it makes is a membrane-bound receptor tyrosine

kinase of the epithelial growth factor receptor (EGFR) family,Her2 mutation occurs in exon 20. Her2 expression

in lung cancer may be associated with the type of lung cancer, cellular differentiation degree and sex. Although

the humanized monoclonal antibody targeting her2 and small molecular protein tyrosine kinases inhibitors have

been implicated in clinical medicine and have affected on lung cancer patients with abnormal her2, the

therapeutic effect is not very exhilarating. Tests about RNAI targeted to her2 are in progress and may provide a

novel therapeutic strategy in the treatment of lung cancer.
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HE S H ALK FE FEH ST H (2008Q070)
FEE 'S 2 CH(1973—), &, WALTEFEA , BHIW, Bl o

WS AR & KHF# K (epidermal growth factor
receptor, EGFR )M KA A RE W ER 5, EH
MESHESPREER RAREKMEHEER
FTHEF. Aher2 BEEMTRMEK17q21, 2K
28 515bp, ## 4 624 nt B mRNA, RIS E A K
RAABEAREAMBEHNEBEES . 2 THE
235 185 ku, K N 1255 MEEM, BT 653 M
B R MK ,654-675 N MY X 18 7 RE
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EGF ( epidermal growth factor ) . HRG (heregulin ) |
TGF-a.(transforming growth factor alpha )% ,{HiE4
iR H her2 Z (kK4 RAERK her2 BB 5
FIEH M R A L R AR, R SRR E R,
BIEB ARG, 2k C mRkEMBRER S
BRAL, MR HMNE SRR, ﬁﬁ?@'ﬂn’%ﬁ
FRIBOE , R R LR,

2 her2 5MEHX R

2.1 her2 B 5% her2 238 A LA# her2 A
B, T SR 40 B & A T 1 o 3 40 i T4
R her2 REFBE R4S EF 20, Wang
F AR her2 ZAEKRB T —1~ GT76(YVMA)HHA
FSP R F 20, AFK her2 HLEFAE B her2 B A RIHL
G S5 S BEM 1L EGFR i S & AT B
E.

her2 27 5t 9 K BITFTE & — € BIAH L
Buttitta ZPIXT 403 ME IR B E K her2 £H
RABM S KRB, A K50 76 % B il R 78
(CLAs) 40 32 S B il HI AR 9 (ABAFs ) B A fE & B
BHIAR, REFEFETHISEMMERE S,
M H  her2 R E LS THE, ARE
B TRIEE
22 he2 EffE v k% HEEHERT her2 H
FERR)LRHARA  BUAE G RAEM D B A K
FiE, FEMEBHAPWELERE her2 KT E &KX
A 3h R B ARSI T3 I EE RS RE S, B R
TR EIMRES LR HMHEB S,

her2 7ERlifEE 4 24 o i 3ok Rk R il B
Wi RiK, K ENEUHIT LI, her2 FEMIBAR
PREE TR, A RIXRNY 26.67 %, MIE
EFWHRPRRRE, HPERBARPHE
BRI RE, RERAR S TAREREY
42.86 %, /NAH MM R MBS TE A PR AR IX
KEBEFE L RBIR G R IR BN, her2 B HE3E/NE
Hufiti % (NSCLC) R P R K, iR IE R FRITER X
5 50.0 %, BHEIUH 6.3 %, MELERBGITE
B XL R R her2 RERWTRETER
H:7E NSCLC, B ¥ E RIS, T A B8E T HR
BRI RE R NSCLC = s R s B e e IR PP R
HHAZSE LRMR, BREEASEAREYS
FREHFEFERKLES, X EEARTH

-84 -

MR AR B R £, R R RE
5k BB V1A%, XN TE AR A
BEHBAMGEER,

{82, Ugocsai ¥ '97E 88 Hilf T H NSCLC BBH
RIFEA S R BT 5 B her2 13Kk, HAMAH
her2 13 TR Fy BRI AIE . X AT BE 2 B A her2
£ NSCLC PHIRIBIFLAT AE S ARRIH ARG Ko

her2 ZEfifE P it B SHM ML REM KR
FEERFMRIEEER, KEFMFIAN her2 TEA
FRIBHIBAMERIA PP L RIE R IR E £, T
SR E R B AT REONEREN, BT
FhieR 13 A 2 TG , B R 4B R R R ey B
1, her2 BT R IA 5B MLREE X% X
B %L R IR R, NSCLC L her2 i
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BB hr M r KM 0 25 38 RSO E B
FA I IFEAL 7% 38 (FISH ) LA B % 9 4H 424k 2 (THC)
Yufa St her2 TEFE R EFHRXFR, KA
her2 7ERfEFHIRIZERN 7 %~22.8 %, HMIIL
AE WHEERES,

2.3 her2 g kY

231 BRREHUE M ZEKREH(Trastuzumab), —
FELXT her2 JEIEEE =Y BN B AL 5 850, 7T
Fr RS A P185her2 IR YER PR, HAE AL
HBTEER : (1) BB her2 MEMEKFSE
%5 (2)/N#E her2 B AZRKI AL AR ; (3)i@d
ADCC fE R 1% 3 Sy 20 B B0 FL R i #E L 5
(T RMBENEERKEFREMANEERE T,

3% F Trastuzumab Xt IRITERMRES
BFAL, Wang FARHFIESE, Trastuzumab 7 LLIH]
H1781 40 MY 4 K 1 her2 B9 FK ik o Bunn E10
Trastuzumab FIAS [5] 94657 25 9 ( 5 79 fh i , %842
B KEREMNM )L NSCLC IR, ERE
7, 7E her2 MAMMEMNAM R P, BB Trastuzum-
ab A BEMERKMHIER, ML her2 ERHAER
MR PARNAERIPH, 7 her2 BERAMEABR
&, B4 {8 F§ Trastuzumab FibIT 254y, LI ER
B R A KM PR ) o Langer 3@ a1 B PRI
B, BMERARS RO+ U EREA
F#e NSCLC, B30 H 24.5 %, XF b 8 R 1+ %
EEFRELVHBME . BE he2 EA(+++)EH
OB A Z R EM TRARA+BEUETR,
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HRE BT 697 BI BN . B2 Scheuer 12
I BR, B Z Bk 85 Pertuzumab BE & K7 A
B LB B 48 1 B A ML R B B B S8 R o P 9
15 SRR K T f 23R 5T Pertuzumab HLAT
SEYLHI E #bo
BEhe HEELSTURLTERENEE

754 Trastuzumab BRIEIT NSCLC B2 545,
BRI AT BN, BIRE her2 Rk /K FHIBIF
FEIRE—ANFSUNRE, B2, bR amE
FH Trastuzumab B 5457 F RE-S i, %t NSCLC
BEREGHBENRZL, MATEE IR AR
PP —HIE,
232 /Ny FREERREESINHIFI(TKIs)  her2 24K
SRR R EREME I, S TR ES
OB SOl B R S M TR O TKs BT SRS PR
W =HRREE SHRAREAREEXESS R
SEFB SR H0 o 40 A5 T 0 A R T P T

- HiEEB,—F EGFR RS MR AN B2 25
Y, TEWRPRIAIT NSCLC B ELBHIRET —EH
I HAL KRR BT R R SHE A S
YT R IR R IS IEFE AT . B 5 9% 106 Hi)
IR NSCLC BREHIERRIKRITE, BEMERE
her2 BRZMBEWE T T her2 KEEMEAE,
B A& , her2 A 8] LAYE A+ E B4 NSCLC &
HEIRBRIGIT R A 2 B A F  Hirata %14
B BN, her2 33 FR38 0 T M AT &5 B 2
B BURYE , BR8] R IR R KAL) . Soh
ZUEET her2 M4 FREL S FH A RIATTHINE
KRR ZEINER, ERER, BR her2 B I HL
BARREM #HIEE R IATT NSCLC B I BRBUR R
REEA, BRE e2 WHENRBELMHEE
LATRE a3 AL 2 R A% o Hirsch % AR
EGFR F her2 it ik f) NSCLC 3 e 229
HAMEE T EGFR i3 RKAM her2 AT REH
P98 .1 B ,NSCLC fhJ& 89 EGFR 1 her2 EH &KL
Ko R H ¥ D BE A9l 2 FTEEXT NSCLC E A A/
ME, H AN TFECREREZETHIESERAR
T 418 - #7R EGFR F1 her2 & [ &) R £ M &1 1E
FAA AT RE7E NSCLC BE MG PBEIN A,
233 RNA F# (RNAiher2 EH X RNAI £
— R P R R R R TR B S B A —Fh
REBEFER, B REARR IR E B

RAREHFEEELENEM X EETFR P M
BHEAR, B EFRRNAI AR VB RERNEEA
sl B ZHTREDNE E5HSREL
B A B EIRT SR,

B {4225 18132 F psilence3.1H1-hygro £ 4& FkL
By A549 ZRREFE R G418 skt FE M o b vk . 45
RER, BYJ5 AS49 J i her2mRNA FIZE HH
REBEERAMBPHENBRLELAY B E
Ti8:G0/G1 BAmAEsE i, S BAAn /b ; 4 A K
MAEH WHEAEHEBIE. ATEHER,
psilence3.1-her2 BEE TR E . EIRK . 45 S5 S A1 ) B R
AS549 [N her2 BN M &Ik, AT 82510 40 AT 7 .
BEICIA K 43T her2 FEH ) RNAG HREE A L AL
R RIRITRIRTERE

Ren & @ % B/t RNAs(siRNAs ) 3K15
R E 1Y her2 R 15 H0 NSCLC 41H Z& SPC-A-1,H]
TR T MY SR e R TR RO ABE 3R, 4 B R SE
AT Gl #8. 5 H NSCLC 4B A L , her2 K
FAMARMEBHYEKAR TR E/IAS
#E[5) her2 I siRNAs 5 7] BEBAVR YT NSCLC HIHT
p 1

3 &iF

BB her2 5 RIK, SITEHRE 4
SRR BALST N2 R UG N RA K (H R
fIG RBF 3T BoR , ik R EH X EGFR B FLE
her2 (4L, iR TKIs S5LIT HWHIBRE IR
BRI | WIS RIS NRBHIEITECR
HIFHEATREA : (AR RD, AR RIE; (2)
AEE 7 I B- VIR B, 16T LR (3)
B FHAARMEX SR (BGRB8
57 54T AR R T 4 R — A ——G1 4,
LFT eSS T BIEIATTE R 5 (5)her2 EREM
8 TR ALV R 3£ [F] 32 44 (corecopter ) T 5K BE & HE 2K
EERER T RMER A SRR, HEMER
EAHI ARG 2R M A REIHE B RE H  her2 7
it 82 o 069 1 PR K FL T BE B IR T S (B G 15 2 — 2 BT
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