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Abstract

Small cell lung cancer (SCLC) is a highly aggressive type of lung cancer, often with a poor prognosis,
and thus requires effective treatment options. In recent years, anlotinib, as a novel anti-angiogenic
drug, has received considerable attention in the treatment of patients with small cell lung cancer. It
inhibits tumor cell proliferation, promotes cell apoptosis, and blocks tumor angiogenesis through
multiple targets such as vascular endothelial growth factor receptors and fibroblast growth factor
receptors, potentially improving the survival rate and quality of life of patients. However, it still
faces challenges such as drug resistance and individual differences in clinical application. Current
studies show that anlotinib has certain clinical efficacy in patients with small cell lung cancer, but
its specific mechanism of action still needs to be further clarified. Combined treatment strategies
are expected to enhance the efficacy of anlotinib and optimize the treatment plan. This article sys-
tematically reviews the application of anlotinib in the treatment of small cell lung cancer patients,
explores its clinical potential and future research directions, with the aim of providing a reference
for clinical practice.
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1. B

/N2 itz (smalll cell lung cancer, SCLC) & — Rl T30 A8 L M s FE AR 2R AR 4 N 7 Wb MR, £
o S 13%~150%. HURE SR ARG . RN ATUE 2, KREHREEHIZN O T2, T
FAFFRET 7% [1]. ZaET FREEQREMITRBYTY, (BT SCLC Sr=Am A aEmE k%R, &
FAE I B A . BRI, TR HT TR IT RRS OABE FEE . IR, PLIVE A BOR YT C O MR R YT
I EETT F] . 2% % JE (anlotinib) {f: 4 —Ff 22 B A% 2 IR B A 551, 72 AL4% SCLC ££ N I 22 M e vp
7 R R R T 70 [2] [3].

2% B e I A g i A NGB BIG A,  PEMT R AR K SR, TR IESUMEE- . Yang S
SN E, 2% ¥ R 7EAE/NH i fitiJeg (non-small cell lung cancer, NSCLC) & &, JtH 2 /e EfEIR
7R NI, BAA 29T (4], #£ SCLC AT, LB & JelE AEFHAIT si=400 T th iosth BR
138 71[5]. Z DUEIRI 3R, 2% 8 JEBkA )T i) 1B 35 415y SCLC B 3 1% WL 4% fif %% (objective response
rate, ORR)FN1JC 3k & 2 77 # (progression-free survival, PFS) [6] [7]. B — A1, %% B RIHE LA RN
L A 57 S5 [8]-[11], BSR Z Atk ek nTiz, EJFHEH DN .

A BRI 2 F B )6 #E SCLC ¥yT A, DARST HAE SCLC W iils R /), It 276 7 il
PRI FEHAE, WAL HIT R e BN HANME, ARSI S % . B X 2P & Je (LI
RAT, =2 B JeHEid— Btk SCLC JRy7 IkEg, SUGEBE A TG A SRR,

][l
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2. REBERRHIERIF
21 fERBRRESIER

BB A — Fh 2 B0 S S BR R A ), 3 A I N B AR K R 32 44 (vascular endothelial
growth factor receptor , VEGFR). R 4T 4 A4 KK T~ 52 44 (fibroblast growth factor receptor, FGFR). Ifil /MR fiT4E
A KA T 52 44 (platelet-derived growth factor receptor, PDGFR) A A JLF i E#[12]. VEGFR. PDGFR
FGFR 2 i %% 8 2L i) = MR iR g . 2 %' 8 e [RIIN 4] VEGFR. PDGFR A1 FGFR (115 5 il B,
SUHRAS 5 I8 % LR 51D BRI 24, A5 Ak o) g L A A B [13] [14] 3 — U7 T, %2 % B Je il 5 VEGFR2,
PDGFRA 1 FGFR1 AH G T IS 5 1 2%t 41 M M5 5 U4 15 358 (extracellular signal-regulated kinase, ERK)
HEH B (protein kinase B, AKT, XFR PKB)FIREIRILEE 3 il (phosphoinositide 3-kinase, P13K) &5 i P
WG BERRAG, B PHWX K, 22 BB ReE SO A A AN A, TR PR
FolRIVE FI[15] [16]. 83 b 75 83 iR 15 (tumor microenvironment, TME)H1, 1fij TME & — N E 2502
ERRG, HIREAMRA S &SRR R R (A e A EREAH DG R AT BN . N B A AE) . 4
ANETR UL K E G S 0 T (WAEKE T E 7. B E )RR FFRRE, 2% & e Ligb
FoJ2 H | 48 L (immunosuppressive cells) FR 2, Wil 154 T bk 4t (regulatory T lymphocytes, Treg) [17]
G YE 1 3011 2 2 (myeloid-derived suppressor cell, MDSCs) [18]7F TME F R &, ifif MDSCs 7E TME
BRE L, MDSCs 2 —HRitE. RECGAIIEE R, (EIRIEIORE . BGs S ieg S5 BRUIRAS Tt 88K
TR IEIEAS B AN EWR AR BN LR, a2 AL ) e ) S e Rk, T Treg A1 MDSCs 454
S5 11 0 0 902 T DRI PR F S s k3% . #E Yang Y 5 NIRRT, 22 B Rk JE AR T DA I s R 0 1 AR
445 (natural killer, NK)ZH M3 ,  Inik iR S 400 (antigen-presenting cell, APC) {524, - F&AK MR 4
J% T 15 (tumor immune microenvironment, TIME)FH M2 5 i #H 5< 5 W5 41 g (tumor-associated macro-
phages, TAM)IJE 43 Lt, T TIME & TME 22 ¢ H 22 H i LB YR DhRePE 148, Fa 2 e 3 A
JE R S e 2R BRI AT I R (WA R R L A R ) A B S L E R R R RS R AR
K22 2 B JE4E TIME TR 30 H B SE R A5 E19]. AR RoR, 2% 8 e n] LA it 41
] 42 24 JFE AL B (1 0 (mitogen-activated protein kinase, MAPK)@ %, 1 MAPK/ERK -4 fi 4 Mz 54
¥ (mitogen-activated protein kinase/extracellular signal-regulated kinase kinase-extracellular signal-regu-
lated kinase, MEK-ERK){E ‘5 i % 45 ik — b 150 %) Kirsten Sk IR 73 2500 34 [X] [F] Y5 4 (Kirsten rat sar-
coma viral oncogene homolog, KRAS) 745 fiiJe 241 it (1) 0 B2 250 R [20] B F 9346 FH 28 L 10 A /0400 i il 41
fiil & H446 (human small cell lung cancer cell line H446){E R AMERY,  HF 58 Hi 2 B % Je ik mf LAJE i 40 il i
YA K R F- 3244 (hepatocyte growth factor receptor, c-met){s 5 4% 5 3 i0m A /N o filiE 40 i 22 H446
(human small cell lung cancer cell line H446)41 i /M5 5 18 5 ¥ 1/2 (extracellular signal-regulated kinase 1/2,
ERK1/2)id %, MIfi4i| SCLC AR Z2[21]. X LEHLHIIL [F #7222 # JB 7E SCLC Je HoAh 4 g
HRR T AR .

2.2. IR 4 AEEE

%% B e m i 2 A HLEI A R A G T . 7F Tang H 28 A 56T /NI e (O RE e b R B, 2%
JERENE S T IR A0 M R SR, REARTE G2/M T, b AN Mg s [22] . 53— 7 THILE Jiang Z 22 AT
W, 2% B eRetsiEd F SR TIRE, @S ps3 5 5l B (p53 signaling pathway), 3040 i P i&
4% (reactive oxygen species, ROS)7K - i ‘5 B4t g i) 2k FE T (ferroptosis), M KA 24 5t Ms /5 H
[23]. AR, 2P &G MIT 24 5-5 R LE (5-Fluorouracil, 5-FU) i) G it SRC i i 2k [K 4F
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2 AR B I (SRC proto-oncogene, non-receptor tyrosine kinase, Src)/AKT 15 5@ M s/ 1 2 i 14 5 Ak
¥, MRS A A 5 SCLC BAA 1 [5) 40 i 5 12 [24]

2.3. M MIERIERE RIS

2T JE A R B R ) R 40 S i I TR R AR, T DAl I T TME SR 3 s ot s 2R .
7E SCLC J% NSCLC HIiGy7, 4UfusEtd T 4iMu(CD8" T)MiR i 5 s e 32 TH s va 7 AR I B R 3
Z—, MZPHRREESE TME F R RZEMRTE. FFARRE, <2 & enT LA H E 456 M (ionizing
radiation, IR)UE S H R - IE R G G - THRFEIEFRIBE A - THEETE T 3 (cyclic GMP-AMP
synthase-stimulator of interferon genes-interferon regulatory factor 3, cGAS-STING-IRF3){5 5 2% I Jo S 3 i1
CD8+ T 4fiffa 554, JFi4sk CD8* T 4iffusEttk[25], 73—y, %% & JeBE T SRR PR e T i Ak -
1 (programmed cell death ligand 1, PD-L1) (ZIB6J7VK) G598 7 CD8* T UG sE . UG M Zidlis, w4
A58 ey 200 B R TR0 AR S i T B RURK,  [RIIN AE mT DAIS e RO 5 S R AR 1 S B A B, I R AR S0
TIME [26]. IXFh G A 5 i B AN 2o 1 e () S e ik i, 355 1 IeRa oo S B V697 B 1R 97 1Y)
gt AR, 7P RE i A T T2 R (VEGFR. PDGFR Al FGFR), [#{RIILE
AR, i A s -2 (angiopoietin-2, Angpt2). Il /MR ATAE A K A (platelet-derived growth
factor A, Pdgfa) FlIfL /MR ATA= 4= KK F B (platelet-derived growth factor B, Pdgfb) (2 ik, 15 42 41 o ki
Mo+, B P-iE#E R (P-selectin, H Selp ZEHE gnhD) . Fh A HLHE 240 fE AL 43T 1 (mucosal addressin cell
adhesion molecule 1, F Madcam2 22 [K 2 %) A1 4H g [a] 5 Bt 73 1 (intercellular adhesion molecule 1, Hi lcam1
RERgD), DLk T difuiatb i1 & H2m, A C-X-C HEFlatbEFhifk 9 (C-X-C motif chemokine
ligand 9, Cxcl9). C-X-C F:F#a{k KT Hifk 10 (C-X-C motif chemokine ligand 10, Cxcl10)FI'E Ai13E [ 5%
fA——C-X-C JEFF#atb K T %4k 3 (C-X-C motif chemokine receptor 3, Cxcr3) 33k,  Fl ks ifn &5 A i,
[, SR R S IR A [27]. BhAk, 2223 JE ik n] LA i) Ja i AH OC i 41 4E 41 i (cancer-associated fibro-
blasts, CAFs)KIfFis AL R e 11, CAFs &g a] i v 4 e = & s AL 4B i, 8% BB 2 i Ak
YAEAMM. R4, R AR RTE ATk . 2D B R CARS (1773 M T ekl %of Ji 988 44t
T ELE A A O HE B R F7 o IX AR AR B e AKT (5 SB[ 22] . X S8 8 3L [ e it 7 TME
PE TR, BG5R 1 IR S SR AU .

3. REBRIGHKMARIVA R HEHE
3.1 XERRIALE Em

2B NN — I 2 4 IR R BRI R 7, L4 SRAE SCLC Al NSCLC &3 IR H 51 1)z
KiFE. ELDBIRMIERTT A, FEHAT 2 Dl R 58 1) s i J6 2k i A= 17 3 (progression-free sur-
vival, PFS). st 417 ] (overall survival, 0S). % M Z%fi# % (objective response rate, ORR) 147 2 il 2 (disease
control rate, DCR) 4B AR EAT VAl . TEZ AN T BN, 2% & JE7E NSCLC 38 s i R 47 1) ORR F
DCR [4] [28] [29], W1 ALTERO0303 iX4:H, 336 %Ml 3, 86 sl B . fEMifpmart, =%
BRI Az OS I A) 525 2% (9.6 S H X 6.9 M), Hifiy PRS I [al 0 & 32& 2% (5.5 M H X 1.4 ). 1E
Jififfm i, 22 % B e L b %k OS IRy 10.7 AN H, &4 N 6.5 N H, Az PRS I [8] 437504 4.8
ANAF 274 H o 2% B JefE NSCLC BIVRIT T 83, 7EXT SCLC ARt 2% & Je Iy B AR
FIISIE . ARIEAHRIGR RIS L5 IR, 2D B 2 d 20w H)) 2 SCLC B3 i s 2
FEAR IR, JUH AR RO BB P [30] [31]. BN, FRE T & e fE N —4&ifyr T 123 SCLC
HH M ALTER 1202 A FE[30]. XA —TREAL. RUE . 2R IR 1 ARG, s 82 4
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F1 38 44 B H WBENL /P AR 32 % B B B M HNATT - S BFIAMEL, 2% ¥R AL PFS W3 E K
A1 NAXE 0.7 MA). “F B BRI OS B KT LEANMAT.3 MHAX 4.9 NH). JGEE %0 71 24
TES WA IE . ST, 22 B & e 4R 2 B 5 21 R o B oy Se i B AT e [32], %
BE R AL PFS Lb 2B AFREnt i, KT 4.8 MH(5.49 MHX 0.69 NH), @B # e #
FILAM OS 2EK T 4.59 > H(9.49 N H X 4.90 N H), UiHAXS TREAEEAZ S MH o7 M8, P HeE
PFS. OS 1 DCR J7 ¥R ILH & 3K e XA IAE KM SCLC & (e > MZMITIE 3 H W Bl
Tk R IR BB ) EAT 0T [33], S BRIALAREL, 2% 8 e W3 % 1 i Az PFS (4.0 S X 0.7 4~ H) A OS
(7.3 MAXT 44 AF), SR TEE TR ZER MR MIERER, PG RIENZLBELR
ST RE 3 B A A7 3R 2 s KA IR I SCLC B 3T T [34], =2 B Je 45 =R 7 PFS
KT 0.8 MH@LELAMHAX 0714 H), H4r OS s T 1.38 M H(3.29 MHX 1.91 M H), HEALFH p
=0.0996, ARIAF|Guit2 R BN, YD B e Al B3 KRR R A 0 R AR AR, (R S AR AR
KA REGE; EWEREENTFRR[35], ®P & RH5 % EFIH PFS & OS R AEK, 737k 34
HE8AMHAX 08 MH)E 3.7 MHB.3 MY 2.6 MH), U2 B eIEfA M # I SCLC B &
71 HH TR E (000 PN AR T S RE S S P Y 9 O B S G P AR 2 R G R - ALTER 1202 i 5C0E
SET %P B AR R RIMER M SCLC A% ORI HUAT o S5 SR NE 2 2 A SE R R I LA e i . T 5%
FRR AT LS AR R SCLC B T s BTG IR . bsh, 2B & RS Giinyy rBca v
WAE I R E6 b TS Y R ARG B . 78 S k6 2 s 457 (immune checkpoint inhibitors, ICIS)EES 22 % #
JeAERT iz A/ N B it (ES-SCLC) = 2R yT I e, WS4 ) PFS. ORR. DCR ¥ T X4, i
W B % Jé 5 ICIs BEIRITHE SCLC B =4ay7 h n A A BT 24[36]. SCLC BEMH LD e
SSRGS T R BN B [37]. XA EY], P FJEAMUAE NSCLC H R HEHH, 18
SCLC a7 AT fE a5t

3.2. HEGLITHILLER

gy mtt, #P 8 e SCLC i) R BLH B4 Ky RO 32 1 o A% el yr i dh $h 8 i
(Topotecan)fE = &M SCLC H BT RCATRR, HLEIEHBK. 11%% 8 e AP e & sy 2459, #els
EE 3D TR LA A PN AR IR TR A AR s HAS R RN AR B . W TC R, 22 % JE A i PFS
N56 A, MHmINERADCN 22 MAT]. b, LEHRIA BRI AEREAR, TCH MRS
B, EHAEIRIRRH S BARS. Blt, %8 JefE SCLC Biayr, JUHEMFEN=ZIETT, RIHR
4F B

3.3. SHITHERA R

2B RN —Fh 2 B R R R R, O UEBAYE SCLC 1 NSCLC H BAT R4 rIHL iR 21
R ST mEca M ERE RERIRKS A Flin, GHaRm, P& ShITEA i s S
F 1) ORR A DCR[38] [39]. £ —H X T %% & e L& AT EH W i b, JLOIN T 28 LB . i PFS
A1 OS 43518 8.02 A~ A A1 11.04 AN H o 35 9 41 18 45 53 45 BRI H6 73 [ B A1 A2 8 7799 ;s ORR Al
DCR 437y 32.14%#1 96.43%, ‘e n A YT TESE mi AR A7 17 7 71 [40]. Ak, 2% 8B RTEIT )G
VENYERRRTT R tH RAFIIACR,  RERE ALK R (10 A A7 B[R] 0 508 A 3 i 2 [411] [42]

3.4. 5REaTHHhEIER

YRS RPERTT MG A AR R RAFRIRT S . BFURII[43], <% B Bw IKGE TME, 1
SRS BRI IR, AT R i T IRCR o i, 22 8 e SR PEARIAE T R -1 A AR 7
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A AL T AAR-1 #0475 (programmed cell death protein-1/programmed cell death-ligand 1 inhibitor, PD-(L)1
kR B F VAT Tz /N i £ 3, L ORR A DCR 43 ik 30.2%#1 82.6%, HH %/ T PD-
(L)L iR m AT el ik 74, BorH P F )5 PD-(L)1 #0fl 7B &6 A At % . 78 Ying, X 25 A
[44T%F 2020 4 4 F % 2023 4 4 HAEWLA MR B Fi e 52 e B & Je Bk A ICIs AR A & R JE 8897 1)) 2
] SCLC JB#F AT BV AT, {E2 2D B & REIRIT I 43 9172 ] SCLC B, T E%MH
Titl, 16 B 2f, 21 BlimiasE, 6 BImit g . SRS A Ny 37.2%, Pmisil 2% 86.0%.
HALTCHE A 4.0 S, RALEAEFN 10 S H . 1 Gao G % AR FE[451HIEH T = Z B e 5
TGN, W NGE 1 N e A AR AR AR, RINHREE T R ek, LR
PR SR &S ICIs BREIRITEE, HTsk et Rir. Wik, 298 MEEIRTT N
1AM SCLC it 1Bk £¢.

35. {f7. REARTSRESBREKAER

2B B iR ] UL ST M e va T BEAE AT SCLC &b, il ETER701 [46]. iZ%iRE6 2 — it
Ml BUE 2R B 1 m AR, g =4, ohle AH: NEERFERY + kP B + KN
HARH. B4l @5 + ¥ &R + KFTIHE/ R, C 4 XL/ + IKFLATF /4. £+,
OSANHAZHvsCH: 193 MHvs11.9MH. B4 vsC4: 1331 H vs11.9 MH; PFS A A 4l vs C 4:
69 MHvs42 MH. B4 vsC4: 56 MH vs42MNH, EZFAHF, BB45 C 41 OS L=
XAh, HR¥WAESIFRERER, REXD 3 BGRH, £—4%GTT, P85 e ried
FHfEE T2 0 SCLC B 5 e S AR A7 RN T3k J A= 17 I XU 3R 25

3.6. SHtbARBAMRITEIERA

ZHUIR (metformin) & —Ff L IRZ Y, HE 2 BUBEIRW I —23697, CH0IE X 2 maE A B
JEVER, 55 NSCLC [47]-[49]F0 3L Ay (breast cancer) [50]. 7EAH ¢ HI4R MO 75 b Eom H LA F 22 —H
BUICRT L@ o 3% B HF 5'- PR 15 1k 25 1 I (AMP-activated protein Kinase, AMPK) 101l if .25 4 75 i
F Z AR (mammalian target of rapamycin, mTOR) &% ¥z PtsE /E H[50]-[52] . B4n, £ NSCLC 4if
M zP &S5 RO EERN, #2Z 8RS ZHXIKEKGEH, 25 R DRIXFAE 5 Ressg
SR DB R BTG AN, I AMPK R mTOR 38 B8 R 1755 48 M 3 T AU S, AT R 4%
PRI F 53] 7E4A P SRl RS i /N SRAK LRI 78— FF UG SCLC FO TR HLAR, S5 — FF U3 17 1)
2 Bz 4 KK 7 3% 4 (epidermal growth factor receptor pathway, EGFR)/AKT/AMPK/mTOR i 4175 [ W Al
T, M| SCLC MIAEK[54] [EIEFAG AH GG AR 78 27 — FOSUIA 7 32 385 0408 1 R8T W PR s 1) M g 26
H11 OS M PFS, TLit/& SCLC &, /& NSCLC 38 A i [55]

3.7. IEFEHITHIIGRTIST

H AT 5¢ T /N0 i 4 FH 22 29 3% JR AR & 0t 98 2 B2 DL R JL2E: DURABLE 1f 55 [56] SKB264-ANLO
[57].

DURABLE 7% [56]/& — T B AR A JG BTk & 2 2 & Je A )72 /N4 i it 4R R VR 77 1) 2 ol
BEAL 13RS, FLAT o0 45 SO AR JC AP & 22 & B Je 4E IR T 1 1 2 5T 2 b A2 PFS v 5.4 ™ H
vs L9/MH, IREWTFLA R OS Byt e ss, Jir OS N 17.4 A~ H vs 124 DM IE IRBEARFRIE
PURIT LRI AL PFS 24 9.0 M H vs 5.6 N H, 42 OS 4 20.4 41~ H vs 15.4 A~ H, DURABLE Hf 72 4%
FU B IR 1 RN SCRE i — D s AR AP . BGE RTIS . BB V2 1 SCLC S iE KA1y .
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SKB264-ANLO [57]5& H #i IE/EH#EAT PR R X 244 (antibody-drug conjugate, ADC)EX & %% # B iR
SRR IS B2 SCLC KWt t, ADC & HTHi SCLC #ifsftsirrm, HucA 4 # ADC ¥4t
SCLC "I TE, AR TR Z “R + 977 RIKEF, ERFX —IRRAER-R, SRR
TBTT HWE -

3.8. TN BN RITHR

SCLC BEIEIEZ I B IBIBITI, WA MER — A FEMIEIRBR R . TTR, W 25016l e k2
Phorrigtt. Fltn, C-X-C E 7R 1 REiihk 2 £ [5(C-X-C motif chemokine ligand 2 gene, CXCL2) %
k528 e N 2R OC[58], X — R I ERE 25 WL AL TR R A o Ak, sk T AP-20 SifiY
FE [H (transcription factor AP-2 alpha gene, TFAP2A)E % % # Jeiif 25 B EEIEH - W3R, TFAP2A
(1) 22T AE SRAS PR 24 0 i ee 40 i o 2 3% B3, TFAP2A IR HE IR S 0 I 5 A ok in ok 22 % 3 JE it
2§, TFAP2A Ik n] 238 AR 75 S I I A i, a2 D 8 Je B A= ss £ [59] « 1X LEHf
FONTFEREE ST 25 PRI VE T SRS SR (it T I AERE A

4 REBRHZREMEEE
41 BRARRR

2B B Je fe— R 2 M R A BRI R, T2 T SCLC A1 NSCLC HJfyT . R HAE SCLC Al
NSCLC Ry 7 R 2, HAENGR N A rh RS —E A RN . RIEAHRA T, 2% & e WA R
RN AFEEE  FRGAE. Bl 55 BOMEROREES . Kb, SRR N WEIER, A
W, HARAZRAE 13%F)] 67.7%2 17, H 3 K5k 4 445 MR R EZRIE 4.8%F] 16%2 [7][9]. LA,
FREFERE R R A Z AR s, R T FEAHR A0/ LA e, 8 22 B 8 JR I LSS
P N ] B R BUREF I B Z[10]. B, iR 2 P8 JE AN R BRI I R, HG s I AR
FEPTA L N B s i, B B TR VR, HLR S L AR AL R R L L b AL TE A [60].
FABA R SLANBEVE AR 57, BRI AR FE RN AR, H 0 2 Y6 35 5 i £ PRV 7 A MV A AR 3% o B[]

UbAh, % BB RE T K S WA E A RN . B, AR IR R B T T
AU P (bronchopleural fistula, BPF)AIA] 138 4 /= 5 1 /7 £5 45 1iE (posterior reversible encephalopathy syn-
drome, PRES) % "™ B 15 [61] [62]. (XL R B EAR K AEREBAL, (H— EH I 20 B3 1R y7 Al
A7 DR A ORI . BPF R AE W] R 22 % 85 Je it I Jeg 4 2311 S i) ALURH OC 2 2 ffe 55 14 O [61] - T
PRES &AM AENLHI AT RE, H = LR B A 2 32 B R 25 [62]

DRIE, T AN PRI A R SR T4k 22 20 5 e R i R L FH 285G L2

4.2. AR ETE R

B 2B B e 5 RKIIA RN, IR ECHE 7 — RIVEBERK. H5%, W TRk &E, @i
69T IR b S AL, R R R B B e ML 25K R A DA OR AL 547 ) 22 4V 9 [11] [63]
Ho, WUV UCERE AR T R TR E T DR AT TR TR SR A k. A EA
PRER B PRIEAE 7T ASE 9 B SR ORI, S B0 e I . 28 e T AR FE T TR (11 0 TR ML L,
FEE VR SR 2 A R T AR S SR, R I T DA T L SR E M A IS IR R P B R
YIS, R TR B AT IR MR AG AT, DA AT R HE I AR A R SONE, G P 4 0 A I /AR 2
SE[11]. LIRS BN, AT LUA AR IR R SN AR AR, B B X2 B e i T N 32k, AT
IR T ROR AN A T
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5. BREMRE

LB JRANE N — R U E L OB TT 25, £ SCLC RTINS R I RAF IR 5 . SCLC &
B LG JE AT P, SRR R MR O SR T SR ST AEMIRR B (I KRAS R
AR [20]) AL TR ST SRS AT B T R B e ity ] Bt — DAL I PR 2 R [44] [45] [64]. AR il
2 OB AR R H MRS e iR T . 2% B R RES A R R A K, JHRREE AR E. R
1M, FEAE IR N AR, T 2GR AN RS A8 () BT S 0, ok 85 2t — 2D AT 7 DA Rk e bk

F RLE /N B i 8 5 22 % 8 JE ORI T AT A7 AE S LA Ty o i, B IO 78 22 Bl PR s A
AR, ShZ KYBEVIEE, &EAEANREAT KA KIBEDTHIWETE, TSI Ko pr
2B Je e/ N I S P T R S e e RIS, BATFEEOCE I MARIT TR . AE AW
W e, R LY B e 5SHAMAGMPMB SN, ATRea B R EIRITRCR . BE IR AMLUAENS 5T IR
PR, IETTRERRAR IR T Al ORI AN RRNE, AT A B B AT B S X AN R 215 07 SR
RIS, AT BB ARG T 50 .

I, FEAEAT X — i R s R ATk . @I Xt SCLC HYAEY A HLHIEAT SER AN BOER DT, 3RAT]
AT LA AR SR B E VbR S, IWTIAE MR iR h 3R BLEE s eI 8 T o B TUE NN ARIIR R %2
JE AR IR B FEX AR AR B2 0, DA PR L FH B (B8 S HF

M2, wB B e fE NP E A R Y, 16 SCLC ¥aY7 Hh Won t R AT MR A St o M RTIEYE SR
FLT bR A KO BB A SR, T 2V RIAS (R 24T o2 s PR T s ) b ko AR SRE FE BB T
RZBCEIRYT RS WM 250000 . AL 2505 5, IR T EAR S MGG )T . I8 2Rt
EAEARN LA S IR TT, 2% ¥ Je A7 80y SCLC B M AR G T i B
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