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[ Abstract ] Non-small cell lung cancer (NSCLC), as the most common pathological type of lung cancer, has the
characteristics of high malignancy and aggressiveness, and the lymph nodes and different organ metastases are prone to oc-
cur in advanced stages. In recent years, with the development of precision medicine, drug resistance and treatment failure in
NSCLC metastasis sites have brought difficulties for molecular targeted therapy. And studies have confirmed that these may be
related to new molecular changes after tumor metastasis. This review is to describe the state of the driving genes in the primary
and metastatic sites of NSCLC, and systematically review the research progress on the consistency of the state of the driving

genes between the primary and corresponding metastatic lesions, which provides a new idea for exploring the molecular tar-

geted therapy of metastatic NSCLC.
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filiJi# (non-small cell lung cancer, NSCLC) - MALLIRYT .
FIIC R EE SRIN, P BEE R R A A S R SRR o3
THEE 258 Z N, AT PUESENS CLCH A% Jm Yk 5l
BEDIR S AR T AN TR RE B2 A 02 ] A 557 7 9K gy B PR 5
7 7 AR AR TR 24 25 R ) R 97 R 1 Mk, 5
[l R g2~ Hp2s (American Society of Clinical Oncology,
ASCO) 20184F 15 R R BUMT IR INSCLC R, TCiB il AR
AEARfaT, Y0 %2 B2 A4 [ F-32 & (epidermal growth factor

FEH A 332000 JULYL, JLILT S — AR EE B/ m B KM E LB
BERELRE (JHIZ) 5 330006 [, B RS — I B e g

receptor, EGFR) | [AJZE PRI LI 4 (anaplastic lymphoma
kinase, ALK) . FZS A ot M 55 R SO R JEARBL (v-raf
murine sarcoma viral oncogene homolog B1, BRAF) FIROSI

(c-ros oncogene 1 receptor tyrosine kinase ) J& K i#E4 75314
D, TR AR S A TS PR 2R, Kirsten B AR 3 759 Ak
(Kirsten rat sarcoma viral oncogene homolog, KRAS) . JIT
M K FF 32K (hepatocyte growth factor receptor, HGF/
c—MET)ﬂU\%@EZﬂZKW?%M& (human epidermal growth
factor receptor 2, HER2) 5 HE KL S 542 IRy T IR T2y
FPEH 05 A5G, 180 22 iy 4 A e PR 00 S 1 5 0 R
FRIZEA I, T 37 RIS I [ R (RLARHHE A 5 4 ]I Jie e &
e, WX’IJEEH%H%%iﬁﬁﬁ%ﬁﬂﬁﬁﬁ’*ﬁﬂ@"?%
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Bk M= A BT R R AL 22 R AT HE o A SCIL NS CLC
KK R B S AS COEA Y 9K Bl HE AR 25 — v E 47

1 EGFREZTRE—HME

EGFR/ZHTHiINSCLCYR S SE R h F 5 11 fe M3 111
o7 AR AT, HH170 kDa @S M ARAG L, J&8 T c-erb-b1ifm 5
PR G0 G i ) 32 VAR T A R A ) Y55 0 TR AR
it B E GF R A & 24 R A 5% 5k 1 sh R Ak, 0 MR~
Hf55m % (RAS/RAF/MEK/MAPK, JAK/STAT X PI3K/
PKB/mTOR ) , 3 Z0 5 40 A AS B 3G 78 . 4100 98 7~ 0 i
B, MR NSCLCHY A& A LR,

2 2 S chmid 55 S 33 1548 X ) I vk xof 4 3497 [
RN I s R () K L 45 e B bR AR i A T TEGFR B [H18
F2UF AN, )5k EGERIEAEA, Hrh3fil sy
195 AR BB, 141215 /M BT L8SSREEAL s FL R k5%
40, Hop s BB, L8S8REEAE2H, 2054 F
ARZE KRB, B T 1195 I F 8L & 5 R A
— Ak, ARG GBI . A2 4 KalikakiSF
FHECEEIN R LS 125 FINSCLC S5 AH N 8 kM EGERZE
AR 5 KSR AR R 19 5 AN T B, S5 4R35 5]
FE18 AN FL692P, 2154 T G8S7TEMIE746 VAT LA
AL 15 FEREE A 2 AR 31, 25 WU e K 28 AE 1954
T +20°5 51 S768i5 L FIL692P+V717A5E 7%, Jj147]
[FIFE R 2R WA 1 T847A, JR K k5 56 R8 1 EGFRZEAE
REAR—EL, THE2E Gow 5K H H B ¥ 404 T67
(I XoF 107 5 RS NS CLC L U EGFRZEAY, TR J5 A At
G BAME R 1851 A O L R P A A A 578, T AE 2 651
RS EGFRESAL FHPE R, i & Mg PEE AL o9, Z M EGER
FENFIR A —FERILF27% (18/67) , HerfA—E A8
A7 5 BRI B RS L1954 BT B e FI21 54 h T
L8SSRANFEIMEGFRREAL ., [E N3 7 B A5 0V H TagMan
RT-PCRAY 7 A6 3 S INSCLC i & k- FIAH I R T 25 55 74
EGFRISLLER 7R, Horp sl Js & kAN A% i . EGFR
SRASNE SRR, LU kb A 2R AL AR A R B A
AU, Wi [ EGFRIEN R IEA—BRIKR31.43%, A—F 4%
P SRR R 195 A0 B B R 215 1 i FL8SSREEALE ., fH.
RIS, J 58 R IAHXT TNSCLC I &kt HA4H
T B S 20 54 A T-EGFR-T790MZEAS , i 222434
PowrdzekSE R SR 9 E S PCRAMIT143INSCLC A

Y B2 N E017.5% (25/143 ) , IR I ) & iz 8
15.8% . 3 2% 3 Cai S5 303d 1:f RT-PCRIT WX LY 111451 it
BRI IR K K A3 B RS L I EGERR AR, & BRFE RS 19
BIEGFRZEAEH B T 1 T790MZEAE, i) & ksl
KA AR o 5 2 E Han S5 0938 13 96O E R PCRIFFT
it g i 2 kL2 0 (B R 1 e RS TR 19 11 S DRI 5 AR 1 0, &
M EGFREEAEWI#H Z R —BUF H20.8% (5/24)
HH 3B EGFRZEAE 1 J5 2 A (I 7E G R v R B A= L, 2
1914 7% 07 EGFRZS S 1M Jit A B A A3 5] v e B 1 14911
T790M%EAL

BB AR o W B BAR M R R AR, ik
VERANSCLCH M e EE ML, SR A2 5% Hi
WFREREA T E,  H A% Matsumoto 555 I 4%
JEAG: H it F R 0 5 B 5 ) EGFRZEZE R M 63% (12/19)
B 5 T ) B D Rk 120955 9% 1 S A8 A R [ N 2
AR RN T S AR Y HE R 45 (amplification
refractory mutation system, ARMS) K601 3 149 fifi JER S e R i
WA EGFREEADIRAS, KB & AN % B kL EGFR
RAMRBMA—EN16.1% (5/31) , AN—EGEARNT 5 MK
S+ EGFREFAE RUN G FE R Kb A 1 195 /M B i SR F2 154
T L8SSRAEAL . BV Rau 5 77E 1 i ARMS IEAG
49 {51t i i D5 2 e RO I i B T EGFRIEARAR S R IR 3
EAR—HCER26.5% (13/49) , MR M AR —E 2 AR 7 45
PL19 AR e e 58 A8 S 3, IR & kR AR Y SR, AE
NSCLCER I HsiZh A 25 B %8 1 EGFRIE AL — S M i A7 A
3, HAR2E3 Takano . Yasunorii'ﬁFujimoto%“s'w]lﬁlﬁﬂ‘zvi
B, MR AT s I RS, EGERIEZ8 48
I AL EGFRIFAE B (i e A i kS H T 22, HEG RS 2
B WO I B EGER 195 48 T B2 F1215 40 i1
L858R AR, ff %2474 Smits S 201 2t ARMS AN B 3220
JF 2 %5F 2 6 149 fili i 982 D5 ek RN B 35 07 O E G PR 3R [R 96728
BTN, & BARXS T & kE11.4% 584838, il e 7% 5
HEGFRFEENR [T 325%, O R INE26.5%, 1%t
FE HAb L RS TR A CAIT, B SR 2] ) EGFRITAR A B 2
25,

SRINT, A FR 43 E 2= A NS CLC I i & k5 4
FEHAL A EGFREUAS HTCHA 8 22 57 . Wei S P2R 9 G
PCRAGMINSCLC Akt 5 56 F A I EGFRIE AL, e Il
JR &k EGFRZEAE S0, 195 /M BF- Bl 284, 21540
FL8S8RIEEAL 2201 HEFE T 274740, 195 FM - Bl I A
215 AN FL8S8RIEAE S Wil F 26 G F2 1451], e A7 %ok I g Ji

FAER R A 1A AR T790M AR, ﬁfmﬁ\%ﬁﬁz[fl? ﬁdgﬁ%ﬁﬁﬁ;ﬁ%@fmtﬂ*ﬁﬁmﬁﬁﬁﬁ IESI A
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PR — B0 o 25 G S A5 0 ISR T 1 i i 182 31
FAHRN FERSTRI 10901, BF5E & PR M S5 R & M EGFR LA
RAFRI 15829 H156.9%, SAA—FRE T, AEfLE it
SRR TRUI i R e I BE R 22 A B AR o LA B X Y
NSCLCJ & M FIFERS R 5 EGFRILDRUIR S, & PR A&t
G 17 )0 B 235 57 B PR EG FRIE IR R A8 R 43 51| 47 31.82%
(7/22) #127.27% (6/22) , EGFRIE I —F(#3595.45%,
FLPRL AR s AHTR], TESI T 9 I e Ak A O A 1k L 225
FMEGFRIEERASHALE

SR, 2R IRVINSCLC K L FTEGFR
FEPURSAAAEARTOEE, B B AL 5B 07 5 i & B Jgg 1 5
PLARASAS— SO, Wl1E R e LG R 35, EGFR
GRASITAR I 0 T R o [RIB FR AT T BB TR TR
= B e AR 3 790 6 A A N S T 1 e B D 1
FRAN B AL, EAMEFALEN IR R T20 546
ATFT790MI4k & MEEGFRIERZEAE, HIR BIRRA R AN
&, (EXF TR NS CL CH B il a8 16T SR g S 1P Al TS A
OND]73-9"88

2 ALKERTIRE—EMH

ALKFE R R BUNSCLCHRBhIEH, BIKAAGZEGFR
W FE B, (B R R 37 JE R s I T i 3R 32 IR 5 ik
() — S 85 B2 A B A TR R 1, Y e S B sh W s
FHFHEH (echinoderm microtubule associated protein-like 4,
EML4) Jy BOR AR BN RGN, GBS RIS HEML4-ALK
Al R, IS B ALK 1M PR S5 14 1 — SR AL AT T i
W55 5% 5, B 25508 % (PI3SK/AKT/mTOR,
MAPKHIJAK/STAT) , ‘FEU R 40 M AW G GE . 3007 40
JHT, IR INSCLCH & AR 22 R RS 2

HAETRWIA T8 & ALK LR AL INSCLC S
TR I RA T G o SR "3 Cai S a2 9 57
7438 (fluorescence in situ hybridization, FISH ) Kl )22
A IBEGFRAHAIKRAS Y il i g 4 7% FR i h A 3 ALK
BRI HE, mieEU AR RS Y, UESE R Bkt ALK
HEShNH L, 2 R H 2 F Rossi%E RTHR TE 1145 542 i IR 9
BEALKE A 22 57, 2B H R R I ALKE HERAPE, 84>
JJG 5 R M IR TR A AR AR FISHAG I & B A LKAl A& JE 1A
ZE [E#FH Doebele 55 293 1 FISHAS A 57 209 5INSCLC it
KIS RO R S ALK EHE L R, R BUE KL M
ALKHEHEF 9% (18/209) , 1K T H4 IS ALK H

PEHBUL 22 Y44 (immunohistochemistry, THC) 77 A5
67MINSCL CJi &kt S AR R Fe R ¥ o7 ALK A2 IR 1H L,
73t ALK HEAC UL T A8, Dt i g A ALKAE 3R 3k
FN11.9% (8/67) , MIAEFREHB A FRIBHE T FH525.4%
(17/67) , Sk /R ALK ZRIATE R M 5 R mis ., {2
WA= H N HALR IR IRE W EFEEA—SH S5
RAFAETAH DG, TR A BozzettiS BT 1 FISHIZE VA
NSCLCJF & SR A= IR ALK EHEED, &
PR R ALK EHER A 23% (3/13) , LR RO HHEF N
19% (7/36) , FR A AX BN, P58 E B AT PR3 i
YENE TP CRIEK I Z UL BEXT 924 6f7INSCLC i & kil
RGBT P ALKRIA FEIN & B 5 & B % 11.0%
(27/246) , WECXFERAR7.3% (18/246) , HPFER
B T 7 1 S5 ke Bk B 28], T e B % 7 1
MR LB, JRR KA R AR ALK A SE R FH
[ 38024 A INSCLCR & A S HAH R 74
RO ALK SE R AR — B Af, S IE 2% 3 Bittar % 52H
1t FISHS THC IR ATt 6 8191 J52 2 il e 26 % 345 fr)
ALK IR, KA FHFIS HAG DU i & B A A5 R &7 ALK
FHHE — B 88%, THCHK I Wi # ALK & HE— 201k
94%, P LSHIA—3L, Hr3BFISHEPEIMIHCSS FHE,
2FIFISH AN 2 HEMTHCZ5 SR B ; FISHAITHCHY) /71
R A LK 25 S R — S0 h88% o [l N 2E F Hou S5 B3R A
IHC . RT-PCR M FISHA M 10 1f/INSCLC i & 4t M 5 7 346
P ALKZEAR K 8, Hoh gk kB A20% (20/101) , T
RS IEPHPE RN 18% (18/101) , A AY—itE1k98%, HLIF]
—RE AL IR 5 R R A 1Y A LK EHEE — S0, =
2B Ma 5 BT 3 ISCHE T 106 51 ALK BH: it A ez a 5], 3 3k
Ventana4 [F 8l 3% 414k G o AT H b A S 3 bk 2L & g L
MR R 1 ALK EE R R IR, #7455 FE R 1)
WKL ZE AL 2 [ B0 K ALK R A —S 5 0L
gi b, BEDO TR A S A8t ALK BRI 25 51

— B AE—E WL, (EARR R DI WA LK R i &
JE S AL AR ] & A O o5 2280 I PRI S8 S A S A
)R 0], AN ALK i 22 R B A0 1 55) (tyrosine kinase
inhibitor, TK1Is) , A TALKFHMEAINSCLCHIIAYT
W, BN 3 M AT A A I, RIHORS ME 1 A LRSS DA )
SRR SCE R SRS E RN TB SRSk 2 U
G W5 22 14 e R A AR Sk B 405 o IR F e g ™ A 1) S
JEVE, N A LKA I A AR

HERK5120% (41/209) ﬁ%@l%ﬁmm%m%ﬁﬂsﬁﬂﬁﬁ
L1 O[O
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3 KRASFERTIRS—EIM

KRASIEEN TEGFREE 5 30 % T liFf 125 4L 4,
PR SRR B R sl HAE(R S Sad TP EREL R, B9+
TR Z R, IEH KRASEHBENS 5GTP4S &, VIHGTP
(R IR i AE R GDP T HI il iR 1 A A, 24 & A KRAS S
G IE 28 AR B, GTPANAE 25 B R SE I (R 7 GT Py T 1k
AR, 218 2 v Jg 200 e F 1 8 R ] Jo L7 ) A i 2 3
iR & A, KRASIEI S NSCLCE AE R REY], Mk
HEKRASHEFIZEAR T, A TR & £ EGER [E [ 24540 it
2y, HBARTUS S KRASHEFAE Y 2507

H B A A 2 3 3F SE NS CLC i R k5 56 B B A3 1
KRASHEHRAAN—EL, HARZHZ Maemondo 5B L5 T40
91 it et D 9 5 e A AR R AR K RAS Y SE LR, R B
HrA B 7o (22.5% ) BIFRIAAIR] . B 2EH RauiF 7T
AR FARMS /M BT K R AS 75 J5 4 Firga DG g i
R I —EURASIRAS K I, 4991 i 2 JliFi s %o 7 40k
EeRektrh, 330 B H T AR AT AT I KRASEE A, A—3L
RiK39.4% (13/33) o i M F# KalikakiSEO AL 72561 A&
P Jie e 5 R 1 A ks B PRI S8 AR L e B, R
o988 55 4 o 2 RS 8 K R AS R AR I AN —B50% 2. 4%,
FESTI R KR ASZEAR (3 v, HUG 20 A7 AE AR W) (4 %
Fo o7 . [AIRHIAT 22 5 48 I FE KRASHE RS A — S,
Ji R b G AR AR T RS BB o A 5% K Smits F 2VUiH If
ARMS AN B30 P %ot 2 6 1490 i i 48 D5 2 bk RN R 8 7
K RASKE R G AR LA TR, & BAH XI5 & kE40.1% 1)
GRAFHE | LRGN BRGEAR M AE T B 31131.3% , HorP 54 F
TREEI22.7%, LU T RER18.8%, % T FEE19.1%,
5 [ 4 Katharina S5 B8 28 15 00 P25 X6 4361 )5k 14
I P s A UK L 45 5 B AR AHEA T TRR ASHE R 5 )
12, 13F161-68F5 M, Ji & kE58 A5 %4160.9% (28/46) , KREL
GERERG 9S8 F043.5% (20/46) , HLI G 2SBIE 5 5 i
AR R IR LSS 5 R R R A — U0 RS L 2
FE A L i KA A meta 3 HT193FINSCLCJE A& Filh
Borb B, BRI KRASHEAZSOM] (25.91%) , WiFEFHR kL
H{L 5236151 (18.65%) , Jit K kKR A SHE K 5 AR i % 1y
TR, DALk B BE S Wit S B ik KR AS LA
FRAE, Bl XA KRR ASIR S BT T RE 5 AR 24K
PLEGFR-TKIAIT A E . Rodriguez 103 i — AR FF 5
BT8R AL RN ST AL AP RRASHRIA KN, KRAS
FERERG IR P R A 3 2878, AR SRR IR T 4Bl e 3k, UE
QQE%@KRAS?%EEE’J%ﬁ%ﬁ?ﬁﬁ'@mﬁlcOﬂiﬁﬁ'\

B H K RAS BN AR SRR T 2 i T Akt 26
[ % # Cai % 3138 32 X 1 14| N'SCL C 143451 X5 7 ) 85 #
JEATPCRAGIIKRASZEAL K B, TERIN ) 145 bR A< HH A 3 451]
(21%) HHILKRASTEAE, Hopifiil g & kb Ml R g,

INEERS IR Z2 1) [l N 2R N ER TR A I R 80 FINSCLCHg
BARAR, I 200 e RN S 26 Y 2 P CRIAY 7 4405l K
) S5 e FAR R L 25 e RS B RRASEE I 5512 L 13% 1Y
THIZEASEM, K ISOBINSCLCH I, K 5 & kL #5H5
KRASZEAE A1), ke i 5kt #E A KR ASHE R 52 25 7441
UESZ RSP KRAS RS BRI

SRIMTLA 643 F H R FEE L, NI INSCLCJR
RIS AT KRASHE 228 o i A — bk, 2l
22 Delicia%E 438 12 ARMSTE 5% KRASTEGO B A1 it
PR IeE R R A B, AFDG TR SR R R il B K R AS I €
ERR26.7% (16/60) , I L34 428.3% (17/60) , 5574
FROAN B AE TR R AR, TG ¥2 5. EN¥ES
T A O o R L 22 S RS K RAS % TR
FERRAF R 2/ 22F01 /22, WA G222 5, BiRTE
FLLCREALT, KRASFAS I RE S T 80 Ihm 4 i iy 15, (05

B2, BETANNSCLCE & M 555 R 5 A1 KR AS
FEPPIR A S IE BRI 5 TR ZHL, HAERE R
R KRASHEH I 98 AR 25 e A AR o AR i T AR ST LA
FE ANk 3, AR FRKIENSCLCIN30% KRASHFZE
AR WM ABERAE R AL 10%, J2 15 2 R — £k 4%
(T IA o — 2RI E o 2 K E KRASSE R G AR B, 11T
TNATEP X EGFRIEE [ 25 i 24, H AR TS KRASEFAE
2%, HEBRBAR FARAS g & b 5 00 R, d A ELA 5
BRIt

4 METRERES—HM

c-METHS0 kDaffja V. 3£ F1140 kDa Bl 20 AL,
J T D e DR T 2 R Ve 2 (receptor tyrosine kinase,
RTK) FiE— G, HMIMNX A4 A HGFM i i 2 R ik 3L
PR AL T U A5 5 i s, B M A W T P G 2 2 e
YHRIETE A | A28 IR TR A A B A b -] A

JrilAk (epithelial to mesenchymal transition, EMT) 4541
c-METHEHM Y #9 N 5 NSCLC EGFRILAITH 24 C R %
D), AEd S IR EGFRIFMKBIHER3 . MAPK/ERK1/2T
S ERBB3/PI3K/AKTA 5 5 3d f A2 #F T (5 5 % 17
E‘I?‘tﬂ ‘“ﬂéﬂﬂﬁfrEGFR-TKlsE’ﬂﬁﬁﬂ%, PRI X T Ik Mk
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NSCLCHYc-METHE PRI T AR by d b
TR FI 2% 4 Tran 55 14938 8 THC X FISH A K il

300INSCLC 5 % kb LU KO 0L (4 9 35 56 B8 b i - ME T £
DRUIR S, K TH CVE IR TS HZAG I B 1 543 1) 4919.3%

(28/300) Fl18.1% (22/300) , M FEFE R KL PHAER 5351 =
1518.3% (17/93) F121.3% (20/93 ) 5 [F]HF3A % BG40 i
S AH LU MRS - ME T2 3R IR AR, - MET FHM: S 119 A
AR W S A B o LR 2 3 X A R T SE
E P CREE ARG 178 5] J52 2kt B B %o 2 A% bk 2L 45 A AR
MJc-METHERY HARAS, RILF K AL rfe-MET S AP HE H
PERH7.95% (15/178) , MR S5 h - METEL R 3
FHE R A 1518.54% (33/178) , JIESEc-METHRE R4 Ba 75 19 2
) A7 TE W AN — 350, SRS IR L 285 vh g s 6 8 A i
RVEE RS 1R DUFE RS I T 45 1 o S5 R R R 4
AURAR G, BURPE 486.67% (13/15) , 45 S 4187.69%

(143/163) o [FN 7 E Han %5 W3 11 9O HPCRIFFT 22
BINSCLCIH MH M ZE ok 1) - METH 35 K B0, %
okl rhe- METHEFE DKL (gene copy number, GCN) Bl /5
FIR &M HAFAE G4 5, IE5c-MET GCNFEEGFR-
TRIHCHUFIIK EL A5 5 RSP g £ 35 TR B Wl Tk v 2547 45 1)
3 RT-PCRIEMF ST M WINSCLC R & A FEE RS M i c-MET
PGP B, TE 14701 )5 & kA7 LB R kv, TR
SEPH RN 8.84% (13/147) , MRSkt FH 44 18.31%

(13/71) , IESEc-METY ¥R AL AV & T I &k, 46
WAL RS KR RETH ) 5 224G 15 N UE AR Ehit i A a4
2205 R I SR R IR, $e RSkt - MET L5 DA .
FE TR &, XA i SEGFR-TKIVAYT G METHE K4 14
FHSEFAFMEMT 2 S EGFR-TKIAY T IR MET I HAS ) F— 4
TEREFRA X

BARHRI TNSCLCH & A5 568538 ) - MET 3

PR 98 AF — UM BRI 9T /D, B4 B A 45 AR o B, B
AAAFAE—F e 22 5, R & A 5588 5 c- ME TN Y
FRARFI W L AR R T4 259 vl e e
FEc-METHER Y 1 i3 P IS T R A7 44, nl i B k-
EGFR( 5 10 A% TR 2 W 5% S W IR AL R Pl #E )Ry 7
(I Z5 1 . NSCLCHERS A c-METHE R 5 A I 11f
PR IRYT RS AR EE

s HtERRTRE—HM

BRAMA_ LTS Z R SRS Y, NSCLCIR AR 5 5%

pS3) A/ D BT IY, — B AR S R
H Al & K H2 E BozzettiZE B 13 FISHIETEA NSCLCJ5
KGR HA A AR A IIROSIY 15 I, & IR 4
kb2 A LG 1, T R L Lo AT 251 1, ER R 151
/D, AW/RROSIFEPI S 2 [RIFFTEE —E AN T3k
SE W 1 DO HEPCRIE Z U R il I R kL R RS
JEROS IR A BRI BH R ZAH DG, & BRAE 38 4491 Ji7 & At il
246 BIALXTEAL L, ROSTRM G HIBHMR & kh2.60%
(10/384) , BXFIR & k1N 2.85% (7/246) , B X RS kLN
1.63% (4/246) , FCXTH246 X0 5 Kk kL #ERE AL A1E0, 5685
ok 5 2 DAL B P T X 7 %) A ke Rl R TR B 1481, D
2 ek A R B A i X N7 ) A% Al S TR B 1 4471
i RSB RS A ROS TR JE R PR 38 5 o X Ibe i
SO A T AR R S5, A AT A SRS E S PCR
WFFENSCLCIE % kk 16251 FIEC X 56 A5 k11396 88, 15 10
NSCLCJF & kbt S Be X 55 Rk ROS 1Rl & FE R e ik BH 43
Wh4.3% (7/162) F12.2% (3/139) , WESEJF & A4 R kb
ROSIf A FE PRI HH BH I 23 o 2 4 v (IR 5 [ B g
B %o S5 &k SRS K RO S TR A JE IR S50 1) AT L R A
TR DA B2 AR SRR ANE 2 IRV 2% ¥ Katharina
S5 S o R ) P X 434970 i A g s AR Pl Je 35
W ZE R AR AT TBARFER1S SN i T4, 752051
SR it i 8] ) i B T LB AE SR R R 2 LB R 6011
B SCRRAR , TTT A IR 25 56 A4 5 191 12l 7 AR BUBRAF, R
RINGEARI KM F 3 Fassan 2553 3 ITHC S5 FISH T
ST 351 J5 A FRE I P 6 A5 98 I HERIRAS W 25 57, &
PP Z B A — By, R 1518 5 A AR PES)
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