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[ Abstract ] Small cell lung cancer (SCLC) is a refractory cancer with high degree of malignancy, rapid disease pro-
gression, poor prognosis and easy recurrence. In the past 30 years, the traditional treatment of SCLC, mainly chemotherapy
and radiotherapy, has not changed significantly, and the effective treatment method for clinical needs is extremely urgent. The
rapid development of precision medicine has revealed the molecular biological characteristics of SCLC, so its diagnosis and
treatment will into a new era. At present, some studies have shown that anti-angiogenic drugs, immunotherapy and so on have
improved the efficacy of SCLC treatment to some extent, and there are more studies on the diagnosis and treatment of SCLC,
so a new field of SCLC treatment are coming and bringing more survival benefits to patients. New studies on targeted therapy,

anti-angiogenesis drugs and immunotherapy of molecular pathology of SCLC are emerging. This paper reviews the new diag-
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nosis and treatment methods of SCLC to provide new guidance for its clinical treatment.
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N T P 0 it 9 7 i R T B0 4 531 Ry 2478113
62.6 31, Hp RS RE FE T 1Y 1 2T A g 25 o /)N 2
Mg (small cell lung cancer, SCLC) & —FfhiZ 5T
AR B M Kualchitsky 40 g B 5 08 P p 22
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20184, A D AEHZ (World Health
Organization, WHO ) FH Il i sd i 2 2 ik A7 T
PR FE, F5SCLCIHZE i 28 P 73 s i g 1) sCLC
BB o3 0] — BT 22 197 34F 3¢ [R1B (R 25 48 B JR) fi o
WF5E4H (Veterans Lung Study Group, VALG) $&H 12
SRS, BRI (limited-stage SCLC, LS-SCLC)
)72 (extensive-stage SCLC, ES-SCLC) M, FEIIfi
IRSEER P, B TVALGEE M S PR R, & E 405
Jei fiE X 2% (National Comprehensive Cancer Network,
NCCN) 4 B 8 WS CL CH 1 R U S [ i e 15 2%
2> (American Joint Committee on Cancer, A_]CC)
B 1 B 2 A 988 AR 12 4T %5 (Tumor Node Metastasis,
TNM) (70 7081707 55 VAL GIE AR S 45 1), [
LS-SCLCJ2 5 AT Bl 54> e 55 0 40 45 282 =8 ) I JRg 4 24,
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AHETNMAH T - 1110 ((EE T, EEN. Mo) , &
Hh 22 il 5715 1 T 3 - 4 35 R i RS RE T 52 15T 19 AR
H 3 ES-SCLC/Z 48 i 5Ll S5 5 31 [l %) 41 5 g
TNMAMMIVE] ((EET. fEEN. Mla/b) FIZ K il
G515 B MR ok R ASBRIN 32 0T ) T 3 -4 88 2 el

20194 SEEREHE 2N A T19734:-20104F fili i
SAFE I A AF 5, W 9 & TR 4 AN [R) s 2 28 A8 190 i 9 1)
AR R AR RN B, SCLCy st # B3, X
H2.8%-7.2%17 20184F Fp [ Ifi K i 988 15 23 (Chinese
Society of Clinical Oncology, CSCO) HlIERSCLCIIfE
IREE R HERE T1-2NO B Al 5 BT ARYIBR, RJEN1-248
B BT, AR BT A28 B B ] e

JUF2/3MSCLCHfiiZ B AL T, 2k 2 FAR il
BIHLEs, TR SRR PR ETT 121230 H19804E LK,
AT G 8028, 456 M7 &SCLC — 44
FRAEIRIT T 52 47, AR WIS CL C /B 35 X Ak 97 4
SRR, H I KR 43 BB A S TE 24 N B R B4 RS 1T AE
T Resol H I R W b7 I RN 2
WG YT B34 201745 1 B fili 958 /2> (World Conference on
Lung Cancer, WCLC) #til T—Hi S F 3£ BR . HA
AHERIES-SCLCIA YT AR = iy IL 32t Flm R 5%, 94 %
ES-SCLC—ZIRYT £ 5 814k T 7 28, I + P 7
BRI ZEEHAT 2. F19% M ES-SCLC
e T 83097, RIS 1 B v, AR 2
AT 7 SR 3 )y SEE27% . M 11% . H
A36% o BRIV A RO Y SR A, 36 I R MO — IR YT
T Pk N R B Ry UL A, i B S B
FAL R Y HISCLCH ZRIGIT B NE = , Jr sl 220, 25
b, SCLC—ZE BHE, Al RAMR HI7r sk 2,
SR Z R IV NBIRIT %, B SESCLCH)
IRIT— B R IG KRB ), AR R R T 2590 .

H il A W58 SR Bus A A8 A 2 . s sigin
J7 4k EFRRE 4R TSCLCIAYT YT 2k 09, 3 A T
M 2T scLcizyy i Ao sE, iR T
SCLCIRYT BT S s, 45 /B A Sk Z AR ARk 25 o &%
SCLCAr W BERY L mI3G Y7 . FUB A= A A= 259 .
PEIR YT 7 H R B iR Sk A, A SCRTSCLCHI 2
57 O AT 2538, DR e &, il RIG 77 £ 5 i
5%

1 SCLCHID FEMIFMRHIAR

1.1 SCLCHY> FAWIA45AE SCLC 5% 18 B fili i AH L
AR L3S 2 A BB S s, i EL7E R o)
T AW AT R VLR XS 25 6 97 1 SOt B AR TR
S WL, SCLCAELE ML JE Y f 3% 41 51 Fi
LR IR, WCD4S T, CD8*, CD4*,
Jif 9 AH 6 i B 2Bl (tumor associated macrophage,
TAM) . IL-2 TN (regulatory T cell, Treg)
G, JF H5 WG A7 7 A O T, B 5 3k 3% 4 I
TESCLCIY & AR e h 4y 1 3 d 2AE B4, Treg
248t PT 3 0h AO00 1 1 4 L DR, B4R IL-10 | IL-355%, 3))
Py S5 36 UE S 3 B b 968 8 B B8 Hh B Tre g 200 A AT 3 5 40
Ji g S e o4, TAMA ML, M2 Rl AY, 93 51 K 4%
B i o5 AL i 98 3 1 o s 2l ) L B 1B R TAMAR
Vol /> AT I R R R N 2,017 3 [ R RE BF 5 B
234 2> (American Association for Cancer Research,
AACR) By —It[ml i vk i 5 L 4 A 713, 02001 8 &, £2
L6 AR, 231 5 Nivolumab I FRBF 5T, BN
SCLCHIH MM P AT 221 (programmed death
protein ligand 1, PD-L1) >1% M & 515.6%; MIE
FIHPD-L1% A4 NSCLCHI10%, H ICHM/E; %
JEAMMIPD-L1RIEH &, #540% ), FoRbeRy],
SCLC 5 My 2844 ¢, -3 i RASSFI1 (>90%)
FHIT (80%) . TP53 (75%-90%) . RBI (60%-90%) . RARB
(72%) . FUSI (40%-60%) FERIZe AR 1431 1 Ak, 0 A3
CDKN2A. SLIT2, EPHA7, PTEN, PIK3CA. EGFR, KRAS
EFER AR HR, SCLCHMYCK KM SAMYC-L1>N-
MYC>C-MYCH# 1438 35 47 7F (15%-30%) 47, 53 #RSCLC
W AFAE HA FE AR S, G1: FGFRIY 1S (6%) . SOX24 14
(27%) . MBI &k 29878 (CREBBP., EP300.,
MLL) (10%-20%) . NOTCHZ JEFIERRIERAL (25%) Fl
FMN2 ., NEZH2JMJgg 3fA5- P it 24 1 Y o f T 2H AH DGR 5 R
Flsel,
1.2 SCLCINOTCHI# I W 58 i J& 15 JE 2 R A 1
NOTCHIf FEAENMNG A& & HE A% AT, 28 L FTAH 44
P, BDAZE MR A, (3G SCLC, ANTE AR e
LU KB Notch TG 5848 1] LA AR 28 9 70 s i e
248 e 3 e A 240 B Ao 22 N A3 A3 Ak, Ak R MESCLCHZ I
R Notch-ASCLI-R B-pS 315 53 [H41 i Notch L 1 7%
UK B HERFSCLC R ALY, Notch s 5 18 1% 1) T P 7E D
E A is (GAEYGHE . Ak LR ) R R R AT LA
il B AL AT DA o TE MR B B, Notchil BIH0E AT

(AR 280 0 1] 228 PR 3-8 43 Ak o ZE K 43 SCLCHY, Notch
0 ooty
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LR ZAR By P Re ke 5k LA S0 Notch 306 2R3 H Mg 461
VER . B WRSE % B2, 10%-509% /)N Bl i A 75 mf A 28 i
TR & A= Notchigs 78 P IRPE 0SS BUR A i 2 N 43Ik i)
AR N ST MBS A, TN Ak P 7 S AT Rl NrsfA =,
P A2 N I BE R 2235 o ERIZE N3 Notch P& SCLC
YA NG, AR 7 AN HL 1 N 4300 e e 4 i
HEE IR CRE, R BURIER . o0 G2, IR R AT
U N otch T BELWT A0 37 et g 25 4 %) 0 il Fn 42 % 4k 2%
YERT . BF9E % PR, 343 SCLCI i Notch 5 5 BRI A Al
MR HERES , Notchfm 5] LIME HSCLCHF i1y 3k
A bR AE I BINOT CHE AR 5 56 B ph 28 N 43
WL SR FASCLL, ASCLIIZFR A HLSDHHIFIXFSCLC
HIRURMEAEE, ASCLIR R IBHISCLCHARE#Z LSD1
Tl B A% S D e AR, JEK AR A7 ASCLIARNZR IR
SCLCH BT H32 LSDIM I AR I I A A7, AN
RE RIS A= A7 50530, LSD Ll 5% 38 1 9% yNOTCH-ASCL1
h, PORIFISCLCIEEEFIAE K, ASCL1ZR AP BE/ELSDI
PR AL B TN BR AR ) 22K 11 2 R A S
FHILALREL (LSD1) , PRI &R A AL A2 BEfE, 5 46
B SR EG 5k, S22 R AR D RER S5 IR 20 UL 53
e T 7 156 2 B SD 14 il 51 BB 10 5 4> SCLC 4 iy ZR 4
B, A5 S0 B A HT R B, LSD LAY IS % SCLC Al
FOMH I SL A 1) 52 ) 3 SR Notch {5 5 R Z 43 (LA 5
LN, FELSDI I BUR A SCLCAm M, LSDIIRYT
NOTCHfF 5%k, FEH KK B, NotchfF 5 U AL A
ASCLITFJH59, Delta-like ligand 3 (DLL3) & [IHi{ASE: Notch
FS A Z—, ENotchfF 5 W H ¥, Al B m
Notch FIFHIHEIE I ASCLL, DLL33 %35 5HZ /Wit
T K A A K, SCLCHYDLL3E #35 1585% . 7EZESCLC
FASCLIS ik, 2 #FDLL35% 1A, DLL3 5 Notch15Z 14
4E45, IiINotchf 5451k . HES1, HEYIIlASCL1Z 1k,
SCLCH'Notchif }% K1, #ESELNHEST, HEYIR)Z&IK MM,
XFASCLIFIHIRI#RR, f2#ESCLCH A& A & Jres,

1.3 SCLCIIMAE W AEK N st it e A M & Ak
A+ (vascular endothelial growth factor, VEGF) HHZK

(vascular endothelial growth factor receptor, VEGFR ) Z5 %5

JE AR IMAE A B, R AL, IO Ho e B PR
TER2 PSR S 25 P el R R A SR (AN
RETHBR IR At A, DRI B2 AR R HE R A BT T 1

W% & VEGF/ VEGFRIl % 5 % RGAF1EAH AR U
VEFIS, i AR T 3 AL 7 FRIR LAl . VEGER R H

B =ANVEGFZK (VEGFRI1-3) BT 4L, VEGF(5 53 ]
AP R A0 M 35 SERFNIR 2B P3G, DT A5 R 1)
MASHE AL, SCLCH A M VEGF/K 48w, H 5o, 5
TR | AT TR 24 L AN R AT 5609,

1.4 SCLCHIDNAMUAIEE i F 5T ik e s o 2 8L,
SCLCHY K A= it 5 DN A 16 52 38 I 30 43 e IR S %
KA, IR BRI WE 25 (PARP) . MGMTH4E
AT S: . PARPFE I 5 DNAMMWIBE A5, il id Hix
FEMBTUMEZAEH (base excision repair, BER) B # f1 4%
HRR 5 NHEJ7EN M8 521553 P& & FEAE B, SCLCiy
PARP = 22 i 1] g -5 1 245 1188 4 it 5 R 2 1oy S B AH
K07, FEIN R B 25 W I I PAR P AT UM 55 DN A $ 44525
ALI7 259 SR AN A B PR s, A4 YT . R
WO TS A AN A A LI, RSB .

2 EXISCLCEYIFHHIEBTTHIVISER

2.1 Rova-TH[iJAYF ROVA-TEFDLL3IE A
Rovalpituzumab'ﬁéﬂﬁﬂ@ﬁ%Tesirineﬂ‘]{%%ﬁ%%%ﬁ?ﬁ?ﬂﬂﬂ@
Fif F R ARIAINOTCHELADLLS, A% S DNATM
Y BEPELY, SR UL 2 A I S 7R 29809% I SCLC
iR 2 2R R A0 A G T AF fEDLL3 4 3k, IDLL3AJ g
JESCLCHIARMAYT LA . ROVA-T/ESCLCH — ML [)iA
7 2540, IR AR A Il Jeg 2 L 3 T ) DL L 3 TR 51 i 9 41 e
FEAE 20 e 25 1 25 0 ik B IR AR PN 3k B 1) AR BE b
JEAM I VERS . SR GEARE 7 A0, Rova- THLZTER
K IMEGYESCLC, M =LIA)7 FBUS TEIFIITRL,

ATDARE ST AL, SR B DAL, mRIVEA AT . 2018
A E G IR 2% 4 (American Society of Clinical
Oncology, ASCO) #JH i — T I Il K {3 TRINITY
WFFE (NCT02674568) g A 199l if i, — &z
JF 52 ROVA-T 0.3 mg/kg, d1, BF6fE11K, 20K IE)T.

WF5E /R DLL 35 3 35 M IR A S CL C At 3 v o, T it Jré 2k
el (progression—free survival, PFS) 4.1 H, BAELEM

(overall survival, OS) /6.7~ H€

2.2 PARPHIHIF PARPIE & 7 il i J82 21 i DN A$5 47 &
5. PEEMRR AN & AR TR T, DTS SR T DL S e AR
IS 2T Y7 4, PARPHIHIFH7ESCLCIAAH 5
EREB B, AU/, BREIRIT N, Wi —
2. “EMYERHRYY . BAIAJE (olaparib ) J& HHIZEMT
F—Ff 1R A BE PR PARPHI IR, F2 824 XFPARP1 /241

VEGF-A\VEGF-B\VEGF-C\VEGF-DﬂVﬁF-FﬁﬁZ”ﬁ] Dﬁ,ﬁﬁﬁﬁﬁ@ﬁﬂfﬁﬂDNAE@fé’E[% 20184EASCOHRIE
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%) olaparib Ik £ 5 S IR YT I I SCLC Y HURE LI / T i
PRI AZH 1 3001 Z HijHe 32 3k > VR AR A7 iR T e it e
FISCLCHE #4557 olaparibHf 55 SEME i AR A BE 7R R V297 -
HESR SR /I M2 M##4 (objective response rate,
ORR ) H41.4%. olaparibik{ &5 S iz I THHAI 5% i v a7
et A AFIPES Ry2.81 1, TPLOSH 734115,
Veliparib & H AT 7EA 955 — & IR PARPREHIN ], 1
PREGHFE (A R AN SRS ) 7RI 2 Al 1 ik &
25ILITIT AL, — I Velipariblk & CEAZ)—ZkiAYTES-SCLC
IR ST HE 7R, Veliparibl & CEX 24—£RIAITES-SCLCIIf IR
3R %5, WA Veliparib Il 1 MR- /1, (HAZ LY 259
F el HAY, VeliparibfESCLCIIRF TR S E—£RIA7Y7, &
BT T RIS AT, B ANE RWITASCLCIER B E &
SCLCH{bIr#itL, YITCPESHIOS 3k %
2.3 IMAEEARYT FREA A 25 Eh R e B 2 e ik
J T 2R SN FTRIZS ), E2AEM FVEGER,
PDGFR, FGFRUL M c-Kit%:7]  ALTER1202HF 5% & — il
IR e X RELE RS = 28 S — 2RV FIRYTFSCLCHIBEAL |
WUE LRI IR Z o T R 5 (ALTER1202,
NCT03059797) 68, ZiR I 0 A 1206 &, F 2 NES-
SCLCHEH, 2:1MHLI AL B e (n=82) AL g5 2
(n=38) o R EIR, 25%MEE AN AT AATEIN 7%, =
LIRTT LB 75% o SR REFINT L, 258 Je b R B4
JEPRSHIEK: T340 (414 vs 0710 H) , K50 ik g KU
FAIK 1781% (P<0.000,1) , Bl 42 28 A 13% 52 5 51)719% , iX
AR S BB IME T 2 AW o 5 s —o5e
NUEPFSHIE AL Hr v, Birfa 4l #e52  JRiR T A
WE AR, LR TR =4Iy TR E R 4
2, IR B I PFSIER T3 (3.8 H vs 0.8 H, K
&k (HR) SH0.15, P=0.003], =£RIGI7 R B PESIER T
3.4 (4114 vs 0.7 H, HRN0.15, P<0.001) . BIRE
PRCGLEFNE, ORREA %255+ (4.9% vs 2.6%) ,
HE AR AR FET %, DCRIM I 71.6%F113.2%,
P<0.000,1, HdEik 1k 51201846 H30H, OS# A AL (B
JER44.5%) , (HELHATZ RO R, LE B R HOSE & &
K T2.440H, T2 XS T F47% (P=0.021) . FEALTER1202
W, 2B e 5 2 R SARIE I A R R
(adverse event, AE) &A= ARLL, 4351 °087.79%F174.4% , fi
B ILANAI TG EAE R L, IR, 201, FREEATE.
FEHVIR IR 2 (thyroid stimulating hormone, TSH) SiR =
H s /L, TR R 2 L5 5 (alanine aminotransferase,

AR FR A FEARL, AR AEAE TN R34, 32 M4
I, BRGEB R IE 3 -SHAER R T 42 B (35.8% vs
15.4%) , (HIGIK S TR, fEZB e dl, A48 FH AR
Rl E %L, ol AEMS 2, RA 1B EER T AT Re S20YA
X

FETFULEMFRREER, AT LA IBAE 5 et e rh i —253F
4 BB JE B A AL P AEES-SCLC - ZRIAY T AN I R T T 2%
AL, 4B JE 5 PD-1/PD-L1ZE S k6 A7 s A R e S
AT, it — R

3 SCLCHIRIZBITHNIAR

20124ESCLCHF R T AREIRIT MR &, 52
Wz FE G, IRV RB AR, G597 B £
K, HSCLCHIIAYT A K T #iAy ), HLPD-L1MH 5
GEPUiR (AR ) PTBHKTPD-L1 SRR FF AR T -1
( programmed death protein-1, PD-1) . CDS8OMHJAH .
ER, MR TH T e, PD-L1K A& —FhiE
f VS, RE T B b e 06 R A 9% R G0 A A I RO TR IR
PD-L 1A [ 33530 5 38 1WA G5 SO A 56 I S RE P15
5 (WNIENy ) S, IFAETE T e 240 e Fn b g 3= i
BREA M . PD-L1 SIS IL TN R H I PD-1454 )5 7T
i) T4H MBI 55, AT BHL L T 40 R T K H b i
YU, PRI IR AN S RGETH PR, Sk A i
Tl SR -E A 7 A A DI R PT RE S s e e I 7 &

BH S KEYNOTE- 0280 5% it /s BA 24534 7 PD-L1
FRPETIZWHSCLC, B f#%33%, Tl S AAF IS H]9.71
A4, KEYNOTE-158fJF5% & /R Pembrolizumabify 7 &2 & 1
SCLCHYYT UK TPD-L1K LS,

NivolumabR] DL B G TAHIE R TAIPD -1 2 3k, 14
TIN00; T 448 250 i DA T 3G 5 470 b /B3 2% o CheckMate-032
WF5E THZALTT IS e J 1) SCLC 3 X Nivolumab (137
R, 110BIEZAb Y7 I R 19 B 5 4252 T Nivolumabifiyrs
1295 (n=13/109; 95%Cl: 6.5-19.5) XHEIT A N, H
RIS PD-LIRRAMREHI; 12607870 et (11%) , 14558
2E5# (0.9%) ; DORFPOIECH17.9M)] (95%ClL: 7.9-42.1;
JEFL: 3.0 74211 7) 5 109% A4 £ 2 TRUAS KL i 52 FH
Nivolumab, 25%AY 5 BEIA K WA H—IK; 45%R9 A H
AN s 7677 Nivolumab+Ipilimumab vs Nivolumab
HZj, ORRHAIOSH If, JEFIZM LR, NCCNHE i #fE
frnivolumab+ipilimumab F—ZiAIr6 MHNE K1

ALT) JH 5. BIAKRE, iZE??E*‘%Z?%JE‘Eﬁ ﬁﬁi‘ﬁ Sﬁcm
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IMpowerl133 (Atezolizumab ! A IEH ARFEIATF —2&
JAYTES-SCLCH A BRZ L BEPLSUE IL A 5Y ) B 7EPF
ffi Atezolizumab /N SCLC—ZIR YT IR & REAFUKFEIN
A B A e 4k it 98 JL AN A 40361 K 42 2307
IES-SCLCHF, 1:1BlHL% 52 Atezolizumab Bk 45 R H1AN
WRATIAH BB IR S REAAIRITIA 7, K45 R BoR
AtezolizumabZH [V OS H12.3 ™ H (95%CI: 10.8-15.9) ,
WRIFIZH 103 H (P=0.006,9) , FET- XU K 730%.
AtezolizumabZ1 . PFSHS.2 1 (95%Cl: 4.4-5.6) , T
GRFNH M43 H (95%Cl: 4.2-4.5) (HR=0.77; 95%CI:
0.62-0.96; P=0.017) . S EIFIAM L, Atezolizumab 545 /5
6 HPESH (30.9% vs 22.4% ) A3, 127 HPESH (12.6%
vs 5.4%) BEMELL_E . P2 A ORR (4351 60.29 A1
64.4% ) FHT SO AFEERTE] (4.2 vs 3.9 ) AT B %
259 IMpowerl 33 &I 204 K 55— fEES-SCLC—4kiA
7 s VA AR AR OGS A IR R SR . STzt
5%, NCCN& F A7 S e A sl 051 FH T SCLC Y —4&
1BIT,

SCLCHIEIRIT Hr#&K M, Nivolumab 24 L 4
Wt E T8 K ESCLC =2RI8YF, Nivolumab®t &
Ipilimumabi¥{ Pembrolizumab . 245777 SCLCI& H A 1%
FINCCNHE M A —IGYT I &, IMpowerl33 05
& HHiTE—SCLC—ZIRYT 15 B P TE S5 SR A TTL 5T,
PENCCNHE /i #E77 Ry — LB IT T 32U IR T REIE R
W SCLCIRIT RIS, 75 BEXT N 25 (AL . L AN 1 i
TE . BEGIRYT I S AR LRSS 2 L AHT A3 A8 2 1

4 BRE5

=]

Zi b, SCLCIE: —Fmi [E AN 1L | P FRAE A [R] F H:
b 28 U i 95 P e, SRR L SARAEAERAR, HYRYT
FEEZ, WU AME. BATHF5EUESE, Rova-THE [HIVAYT
PARPHPHIF . M4 4 Va7 S iRy T S X TSCLCH
A YT AR, THDREAS [ bR B A L AS ) ZE W 2 R AIE L AN
[F] 2 2 PR A5 1 S CL C B & AN ] 1L 33X LN [ (V69T 7 kG
Y 25 45 T I S — A e TR SR, P AR IR
I7 RO BT RO A KT AL, R — AN E Rk
i, EASRSCLCR B MM ERZ 5,

HFSCLCHZ FARIAYT I B FH AR D, LA
J5 TR AF G AR X 558 20, LA (it 24 B3 5 AN 3 48 o Xof

I PR3 TR BR A A7 T 25 WL, G o il — 2B X
WESE . B Sl AR S B iR A7 BT 25 400, S8R YT IETE IR
FH, NSCLCH KB AE, Fel A B I R 2., (HAE
HEFREIRYT TR R P B i BT B AR ) 25 B RE S SCLC
s B A B, (B T5 B0 e UL AR . A5 Ak s,
SV TR T i S CL C Ho S5 AL R LA G 1) B B 1A
Be, A RN LYY SEEIRYT . BRI SEEE Ak, A
M HSCLCISY T ik i,

2 F XM
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