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Abstract: The RAS (rat sarcoma) gene is one of the important oncogenes, and its mutation is present in about
30% human tumors. KRAS (kirsten rat sarcoma viral oncogene) is one of the three RAS subtypes, and KRAS
mutations are more common than the mutations in other two RAS subtypes. In recent years, with the continuous
research, new ideas have been provided for the treatment of cancers via targeting-KRAS. Efforts have been made
to develop various KRAS inhibitors. Here, based on the mechanism of action, we classified KRAS inhibitors into
two categories: inhibitors that directly target KRAS and inhibitors that indirectly act on KRAS. The representative

KRAS inhibitors were summarized and introduced in this paper.
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Figure 1
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Structure of RAS. (A) Protein structure of RAS with GDP-bound (PDB: 4obe). HVR is not fully displayed in the structure

(Residues 1-169 were presented in this protein structure). (B) 2D depiction of the secondary structure of RAS

HUENE S, RASE S E4I I b 54 34 R
WE W % A R 22 ¥ [Fl ¥ (guanine nucleotide-exchange
factor; GEF) 454, B&jit GDP, 3£ 5 GTP 45 517, 3t
NI BB BE; Bt J5 (E GTP B 0% 5 1 (GTPase-acti-
vating protein; GAP) [1/E F ~, GTPase 1) 11 4 K
FE A BRI8 5 RAS 454 1 GTP # /K fi 3 GDP, 37 it
NCRHPIRES . ARZHIRAS RAE 2 FHGTP )
K iR 32 B A, RAS B3 P T0 V5 v K, 131 51 ik
RAS [ ThBE# 5% 05 . R GTP /KN 1 —
JCIF O R ) SR R

HRAE RAS [ 45 # R F ML, BF 7238 AR B, 7298
J7 RAS J THATFAERIFIAER 20 D RAS & _LI¥ GTPase
AL S8 AT B AR, 25 AN P 70 2 ) AR e A B v P e 4%
PE; @ RAS 5 GDP/GTP [¥)35 Al 17 $fE ik 2 Jz B8 /K
S, T 20 B R ) GTP R P & = BE IR 3, TRk /N 431
ZiPIR M S IR AT e M4 A ® RAS R (AR HI Gt
DEHFIT N FEEETIE.

B2, Bl BT R 1R JE, 3T 4 R AT XF RAS 41
)77 SCEE R 2 T AT E . BT ek E
FRIAE T RAS KW A 2 — KRAS L1 . KRAS 3
[R5 4% i RAS FE [K] 98 42 2 501 85% (NRAS 1 12%,
HRAS 5 3%)121, 75 45 iz Ja il i 55 22 P N 80 i 24
o, 28 BE W22 B KRAS it [R] % AR 0224 1y H 78 8 ik
90% 1 i I g8 56 A PN KRAS 26 R #0427 R ARSI,
A, KRAS M 1A 20697 RAS Y E 2R A .

1 KRASHIHEIFIR#HZRHRE

FE A 70 B4 R TR KRAS 001 771 79 o L2 40
] KRAS [ 41l 751 At 1] 482 4F F T KRAS 1940 1] 751 75
2. BT H A BB DL KRAS L 5 3 7, J5 % 22
FTIE I H] KRAS {5 5 8 6 (0 R 5884y, A 32 Ho %
KRAS & il /£ H .

1.1 E3ZE0[E KRAS 8930515
4K % B RAS 20 KA 1 7E Gly12.Gly13.

Gln61 ﬁzﬁﬁ%@ﬁﬁ%t[lz,llﬂﬂﬂo ;H\:qj’ KRAsGIZC
RAZ 5 A JE /N4 Bl FE (NSCLC) F s 46188 i 59%,
BT KRAS 8745 K 3 [ 368 0 1R 12901219281, 1) & F
e & ER (Cys) F& 4 45 & 30 1 5770 (9 B Th #F 1), ik
KRASS2C 1y T ¥ J7 RAS 48 5 [ P AR 41 05 . 7F
KRASC2C 1 12 5 A7 [ H 20 B8 T A8 1 I 2 R, 1T Cys
s — Mg T B B ) = BB, i RN g T 2V R
i 51X Fft Cys 2546, 3% ] 05 93 2> o) &5 & s 1) Ak
S, T DASRAGAE R B IR et o DAL, R S MR T
KRASC!2C [y 3L 4 i) 571, 98017 KRAS 254 1 K 42
BT —ABEENSHEI .

1.1.1  6HOS RFLAH KRASC2C AR #5771 () &
L2 30 3L — T 42 N “tethering” [ $5 A9, “tethering”
FEAR B AR B B0 B Cys R £, FIHH 28U
B /INGY TR BE AT 07535 —— /N TR ) LA
5 KRASC>CE [ | Cys BB 3 KA )5, Ny T
Fr LA Cys NMF 3" 5 KRAS B AR, /N THEF
EEA FRBEGEM LSS G EREME Tk, M58
oI GRS AE R BRI Cys 451 B ds -

B “tethering” $ R, £ 480 ML AW h ikt T
PN e 4, R H G 9 A KRASS!2C (1) 2 1 72 i o
K, A 42 A 6HO5 A1 2E072% (18] 2). B )5 i i )
6HOS5 [ H9 R08 RFEATHE FL, B — DAL E T AN H
BMEY) (& 3R &P 4, B 2), IX 24k &Pk
FKA 6HOS £ 5100,

6HO5 R AL &Y 5 KRASCC &4, Rl T —
ANEFR A Switch-TT pocket (S-TIP) F#T 45 &7 s, &
I EERY B, S-TIP A7 T KRAS H 4 1) p 37 8 Al Switch-1T
(SW2) Z [8], ik #7745 & 95 75 5 SW2 B Rk
T T BB, 45 BLAIE B 6HOS5 £ 471 ik KRASS!2C 347 411
HIFI 2R3k T & W . 1M S-TIP (1) R Ik &
KRAS B A FH THANIE S, BN T G R4
BTH 1 — AN R A
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Figure 2 The structures of 6HOS series compounds

1.1.2 MM RIS KRASC!2C ANl 1 77 &
JREHEFE IR 55— A S W e R B S R B
W7 & CIBE T T — 2 M IR Ak 5 ) RE 5 45 & {E S-TIP
R, FRTE SRR B — B AT Sk (B 3).
gE R, BEGEURTE B I0 N RERE R i 2 iG 1k BR T
18 55 HUHE B BE 0 RS S UE T2 RE ) LLAE, BRI BB 1
W38 58 T 0 KRASS2C S 41 i 1) e ¥ S-TIP (1) R I
DA B e bR 5 ) 1) R B 5 AR AK, DR S 4 KR ASS12C 41l
FI A R BEE T IR S Al
1.1.3 ARSEHEIULAH ARS RILAYISE Wellspring
O\ AR B — 2 B KRASS 2 JI i 751 . b LA AT AR
TP & ARS-8530F1 ARS-162084 (£ 4).

W ¢ & B, KRASS2C J& ARS-853 £ 2 700 £ Fh 4f
FfL 2R 1 0T B R A RIGHEAT RN 45 A I BE R, ARS-
853 5 KRASOCI{ £ & #2549 76 L-mol s, ZHififl
G54 1C, £ 6 h NN 1.6 pmol-L'. 41 i 52 56 3 0,
ARS-853 X 22 ot [ 23 200 Jfa, 2% 35 L A7 $0k) 0t 1k, R I
T it 9o 290 Y T ) AR R A ko firh e 4 i A A ) A

>

. cl cl
KVNm/\&I:];

4

KRASC2C AN {5 HE R W IHIKIIRE, M2t s
GDP/GTP 45 & 75 2[R PRIE A3,
ARS-853 1k 5 W ER AR AT AR A BE /K Yl 9 475 R 300 1

Z (t,,<0.2h N, t,<0.3h /N, 11 H /N D RAEY)
FIFH AR (F <2%)P49, iX 3 F ARS-853 Joik FH Tk —
RN AT

Wellspring 2 7] J T~ e P IR 1) 45 1) JL il %o e e
BEAZ A B B FE AT R AL S, 248 T JLANIE I
Bam i aw, gl N H B E ARS-162084,
ARS-1620 /& —Fh % KRAS2C A7 w5 R4 A0 ek 6 1k
FI 3L AL &9, 5 KRASO2C [ 45 & 3 %A L T ARS-
853 4itfm 1 10 f5. A sEie R I, /£ KRASCC 4 &
(H358 .MIA-PaCa2.LU65) A1, ARS-1620 ] ICs, At i& %
150 nmol-L"', 7E 3 fli KRAS 5 4% [f) 40 il & (H441.
AS549 HCT116) LRI H R UFHIRH . 75 sh A Al
FIE— S0 7T, ARS-1620 75 /)N B34 9 22 B HE AR 47 /)
F1RRAE WA F BE (F > 60%) A1 A2 5 1 I i fe e 1, 1 HL

ARS-853 ¥ 5 qE 3F M IR & 1 KRASC2C 45 &, & B 76 N U5 b 8 S Fh RS KE JE (patient-derived tumor xeno-
N N N
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Figure 3 The structures of quinazoline series compounds
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G5 K095 1 U0 BH ARS-1620 1] PR H S5 A4 A #E AR o5 4,
I RAS 15 5 1A% 3, DU KB o

ARS-3248 J& 7E ARS-1620 LAt F B & )35 — 4%
KRASCZC i 711), {H HL 4544 H AT R e 5 #8 . H AT,
ARS-3248 IEEFF JE I PR THA NS, 1263 KRASC!2C BH 4
W S0 S AR R N
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Figure 4 The structures of ARS-853 and ARS-1620

1.1.4 MRTX849 MRTX849 (/& 5) /& Mirati Ther-
apeutics 2 7 FF & B £ % KRASC!2C [ w5 FE 3% 5 14 1 3
PramiFn, aefg i e 5 b T 4R g MRS I KRASC!2C
5509, 75100 mgkg!-d 15 KA RGRIE T, MRTX849
B AN [ (1 fiek T8 A 284 359 308 7 L 551 22 RS A P e ek 8 A
F o M ECF B A4 B KRAS PA K HoAth 28 (3 7 1 Cys ok
i, MRTX849 % % KRASS2C [y % /1 1 1 000 135 LA
o MRTX849 HARAEYIH I FE REIE 3 30%, F k42
Ja R IA 25 hi,

I S 5 56 {2 7136, MRTX849 Il R R 36 8 55 1 17

& Hod 4% 10 4 NSCLC % .4 %4 45 T B 7
(CRC) B3 M3 44 HARRE R A B . A 142 A A
FIEHIIEIT, 20 5128 150.300.600+ 1 200 mg & K [}
— X, VLK 600 mg B K IRM IR . TEHZ PTG RI=IA
ST, 3/6 FINSCLC 3, LA A 1/4 [F) CRC
AeSBL T 4> 2 AR (partial response, PR); 7£ 32 % 5
FIE R IT 1B T, 3/5 491 (1) NSCLC & 35 #1172 41 (1)
CRC &35 18 B H 4r 2 M, oA B85 0 15 A2 € (stable
disease, SD).
1.1.5 AMG 510 AMG 510 (& 6) /& Amgen 2 @] FF
R — BN oy T30, R S — AN NI R B B
KRASS2C I 4 ] 7757, AMG 510 38 iT % KRAS £
SE E AV ME MRS (55 GDP 45 &), % 5 1 H 41
KRASE12C,

76 R AR T AMG 510 fE 3 FF M M RE )
KRASS™C, Jf HFL 253577 5t T 5] 2 KRASCC JHHg /N i
TR f e v R B, 7R I PR EE FR B, AMG 510 #K 58

o L,

w, N
NG

(]
O cl | e
A,
N N" 0 /NO

12 (MRTX849)
ICs0=1-20 nmol-L"!

Figure 5 The structure of MRTX849

UL R4F w520k, B AR R EE. 543
5E 1) 34 AL NSCLC &, A 23 A 3 197 0T vk
flio HhH 138 BEHEZ TR —IK960 mg H 7l
BIIRYT, K 7 2SI T R, 6 4 BE BT
FasE, %L F] 100%.

F
(6} F

VJ\N/\ I\

KrNYQJiE
|
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13 (AMG 510)
Biochem ICs = 0.093 pmol-L™!
Cell ICs5y=0.022 umol-L"! (MIA PaCa-2)

Figure 6 The structure of AMG 510

1.1.6 SML &% LLGDP/GTP &5 &4 a5 3E 47 3L 38
Pl ) 751 R IE i 140421, Sy KR ASC12 411 1) 3751) 1) AF 6 41 ik
TR, 53] T — RINVZH BRI KRASOCIL Ay
751 o

5T GDP M B S Bih T — RAVEN A A 2
[ A 5 4 0 5 B A0 400 71, SMIL-8-73-1 (&1 7) #
Ty 5 O BB E . KA R 2% A, 7E 1 mmol-L!
() GDP/GTP F#{E [ 15 it &, % SML-8-73-1 1 45 & %L
RFEATIGE, 45 REW], /£ F 2 h 5, SML-8-73-1 i3
IT IR 5 4 P 2454 1 KRASC2C 1T 95% .

SRM, SML-8-73-1 7 A7 P A 7 S Fi A 119 Tl IR 2k
[, 5 2o DL g ik 40 B g . “caging” $ R, BRI & A%
FEIHBERR, WBERR IR, 2 —MA AR M E 2 % i
R ) UL, 8 BRI I SRS K Y F T 4 BT
HE 55, T 0 0 6 Bl 3 I, fE R RS B XS
SML-8-73-1 [) % B2 Jik M EAT 121, & At 7 SM-10-
70-1 (B 7). SM-10-70-1 3 A4 i 35 v 1 i, I8
T 45 & 5% 4 PEHB AT ) KRASC2C, b4k, KRAS i
15 S A, T Akt A ERK 8 B B 4] . AN
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Ik, 7E LA IE KRAS G12C 58735 [ 8 40 vk v AIE K2
T SM-10-70-1 H A PLsb G M ae 7. (HIELA K
IR S A A Fr il — D4 m . R, 3709 SARs
W TS DLk 22, 3R1F T A A5 L& 1 164 (] 7).
3 AL 3 A SML-8-73-1 Al SM-10-70-1 fif R F 4
Hf LR, A e kR e MR R e tEE T
RKMIFE R . M T SML-8-73-1 BRAK T 40 %11
FR I, A E 6 VIR T REZ — N H R R 111k
=W,

N O
- 7
B o N NH
o\ _N_ _HO HO fd N=
/?)f \/\O'F\)\‘O’R’o 3 “OH NH,
O O HO

14 (SML-8-73-1)

o<° ~
H 1 o N /-<NH
o—\_ RN HN" HO /—d N=
/»/ Ny ,p\o,}s—o \ "y
° %78 W

“OH NH,
HO

15 (SM-10-70-1)

Figure 7 The structures of SML series compounds

1.2 [B3EEA T KRAS B HIHI5
1.2.1 %85 KRAS B9 mRNA FJE & mRNA Jif
FEW VAT BB TR A R AR R R A 5, &
SR 2K E M U, 38 ik b R 40 AR BE 1T DNA 8K
RNA W /7, S 4% W IX 2887 b, Bl J5 DLAH S B2 i)
mRNA Jy HERil 58 B B 10 ] 25, a0 R0 4% P IR0 G % 2
J, T A A IR I P 4 el R,
TR T PR N mRNA JHORI % 1

A HE TR IR, I Tl B DR /) B4 PN 40 B9 O el i
J5 BT 4 B, K 22 ol S Y fi R B S 1R N I KRAS R
AR R B PRUANAE W), T8 )5 2R SEae A T T E SR
Tk I\ — % KRAS S4B (W B8 & LM B F H
A HCOZ TAN IR A R4l &R . UL FE Al I, Moderna
Therapeutics 2 7] 5 Merck & Co. SEFF K T —Fi 4 A
mRNA-5671 ) mRNA I8 % B, mRNA-5671 fe 7E {4
WA R R IPUR, 515 T 4l 348 0 Mo Rk 4 Fh

b KRAS RAAK (G12C.G12D.G12V M G13C) 148
i #T, mRNA-5671 °] LA E 78 18 3 40 i v 314X KRAS
PrJa, L AL T DNA 5% i 25 5 B A, kb 74 R
N7, Bl R T R 0 92 T RE B A kb (i 0 T A R R
G SRS, BHHT, T SN FE 4 R % R RE
71, mRNA-5671 £ 5 PD1 #1ill 7] pembrolizumab Bk &
R,
1.2.2  SOS1#M#IF| GEF /&K 4H % 4/ 5 KRAS 5 GTP
SE4A I EAE, AL, $0#)] GEF o] LI 2> KRAS 5 GTP
SELHIRLSs, T AE L ) RAS DK S O8] 47 5
B, i H, GEF #1751 28 4k & W) BE W7 1) 52 GEF 5
KRAS A EAEF, 5 KRAS 2 A0 Ff 5848 To R K BE .

SOS (son of sevenless) /& ¥ W] GEF 2 —, f.4&
SOS1 F1 SOS2 P F i WML 8121, A 2Ry —F% HF e 22
HelH 7, SOS B4 5 RAS 454 RAS-SOS H 44>
B RAS H IR R, 0 5 IR R B 2 B A IR -1
(magnesium cofactor) [ RAS (FE3E MR &) MW ER+ 9
ARABA, PRI BT T 86 % B8l 7 5 GDP H (Rl 2 2k 35 43 12
A7 SR KA R AH BLAE U7, BRI FEAIC 7 RAS 55 GDP #1558
73, BT GDP IR . SR 5 GTP [ 5 HE 04 4% 45 Al
KZHEIR 7 P46 5 RAS 454, Bl J5 GTP I p-BE R 2 5
RAS SR FAH BAEH, 3B RAS I R IR AE
A4k, SOS AP it 85 H K o

EH UG BT L, 40 ) SOS 1 7 P 1T B AIK RAS & E 4T
GTP 45 & ey, ET 06| RAS /1) 53 Wos . 5T iX
/N BB, Boehringer Ingelheim (BI) /A & $k T — 45 /¢
iy 454 SOS1 B 1 SOS1 5 RAS A H.AF H HI 17 kb
AW . Bl G BI/AE RIE T BI-3406 (IC5, = 6 nmol-L",
8)1, BI-3406 i i 5 SOST R4k A7 &5 &, BH Ik
KRAS-GDP [ AH HAE H « 7EHR 257697 115 6L T, BI-
3406 AE 8 47 WO IR > KRAS HEA5IE 1 i 88 40 B v 37 1
£ (5 GTP 45 &) KRAS [ATE AL, 4] MAPK {55
K, 5] MR IR,

B 5 BI 1701963 #E N\ T I R I & B BES4 (H i A&
ANAFEER]). BI 1701963 5 BI-3406 % PJ#H 5%, 1 fg

H,N F
F

HN
L7 I
A
? N
17 (BI-3406)
ICsp= 6 nmol-L"!

Figure 8 The structure of BI-3406
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12 £ X KRAS 25 i £ K] (G12D. G12V. G12C P K&
G13D) RILH G, RN R 7 KRAS 5 SOS2 (141 B
1E B,

It 4h, Bayer 24 & & 8L T — 3K SOST i fil] 71151,
i 44 A BAY-293 (IC5,= 21 nmol-L"', & 9), ] DLk £k
4 SOS T P, T A Jif 8 41 i RAS (38 ¥ K P o
BAY-293 7 7 £ % KRAS 41 il 1 R 6 A %5 91 1) RAS-
RAF-MEK-ERK i %, H BAY-293 5 ARS-853 /5% i
XF T KRASC!2C 4if i & 1 470 389 58 0 1% 2% 30 B [+
TERBY,

~o N/)\ NH
/
18 (BAY-293)
ICs5o=21 nmol-L"!

Figure 9 The structure of BAY-293

123 ZEXAN Bk 7 RIRG], ECE 4R
i1, ¥ [) KRAS B 50t 3K Rk Sl A 0t 55 141 BA
IR, B — 2R 259 — H XUAK (metformin, & 10) 7]
HI T4 1) KRAS FVE 97, H = SR #0488 AL 1) 7T e
AN T FE BB A RO W 70 A B, A BT At B b
2, IR A — H BN LA S5, #5717 KRAS RAR (17 78 1 45 1
9% (metastatic colorectal cancer, mCRC) £ 3 &L B A7
B IE K T 37.8 A 1, SR T — FEOSUNTAS B 4 = B AR Y
KRAS & A7 % . 40 S50 K B, KRAS [ R A&
2 SEEIEIEE A MATEL FIRIEKF TR, H T
JoiE NI A R e, TR R E L. LiE
41t MATE 1 3k 7K - J5 = B OUNIC A4 3098 4 A 95 %
AR B 13X — s o 177 e A R AR R OOUIC D e ot 0 )
RAS/ERK #1 AKT/mTOR iX % %% il i, #01#] 7 KRAS
KA A MR EETEE0 . B AT 7E BB © &2 HE T Al
P Bl R IE 5
NH NH

SN7ONT ONH,
H o

19 (Metformin)

Figure 10  The structure of metformin

1.2.4 PDEdelta#Il#IF] KRAS5GTP4iA G ia
N ER A4 B IR (plasma membrane, PM) I, B J5 %
T 20 L v %) 3 5 R A5 17 5758, 1T PDEdelta (phos-
phodiesterase 6 delta) 1y — M 4% iz & H, 8 AH B
PEFIZ ] KRAS 3 [ #2129, [ tE, T4 PDEdelta

5 KRAS [f145 & N # e KRAS S BE i 17— Flosr
ik

Zimmermann SV E SR H] T — M/ T
#1771 deltarasin (/& 11), deltarasin ifi id 45 & PDEdelta [
S M as A i, i T KRAS-PDEdelta ¥ AH FLAE A,
THKRAS 7E PM | 1 5 A, a3k 1 #) N i i@ #5145 5,
P09 A P 3G B . AR MR B = T 9 pmol L A
deltarasin 75 BT 45 S 56 FH 09 40 P 22 Hh #0838 B0 L 40 e 75
el It H #E NSCLC H deltarasin 2= 5 5 5 Bg62, 2
“Ff PDEdelta #1111 77| deltazinone 1 (& 11) 45 %k % 1
20 B 75 1 5 1) A, LG PDEdelta A % s SR A 7, 4B
SELEAR P 26 A deltazinone 1 23 4% PO A W #5063, H
BT, 4754 NHTD (& 11) 25 PDEdelta 41 1] 751 &b T I 7 Bif
WEFLON, FEAEH & 5 I 1R TT I 3R .

COr-Or
& O

20 (Deltarasin)
K, =38+ 16 nmol-L"!

21 (Deltazinone 1)
K, =8+ 4 nmol-L!

o)
[ OH
N-NH
7 HO
OH

22 (NHTD)
1Cso = 40 pmol-L!

Figure 11  The structures of deltarasin, deltazinone 1 and NHTD

2 REEERE

H Rk F, &% G12C 28 48 1 30 ) 751 475 A2 %8 171
KRAS J8 97 I 1 9 75 W 1 HL, &% KRASO2C 41
750 I R R BN 52 R 15 R E, A AL # R
F 7 B FH 24 1) SR 53840650 gl A /)N R4S P A
AMG 510 2= 5] 2 42 2F & % PR 00 M8 08 855, SR A
AMG 510 1 PD1 [H Wi 57 pembrolizumab f& % 15 X 2% fift
XA i BB 3 H o KRASS120 g 4 iyt — 5 1 HE
JFAEF . BeAh, W 58 #FH K AMG 510 5 MEK 4141 77
MAPK #1177 BA Kz SHP2 11 5751 24 22 b 1001 551) 43 5] 4L
A EH, BRI H A 19T 24 MRTX849 5 HER2
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P77 CDK4 $ i 75 LA K SHP2 4111l 771 &5 75 43— 0 il
P B 2H A9, 7E 38 55 MRTX849 [ 2 N i P DL K 3 55
fiif 24 1 5 T, B2 R I ET S BT 1701963 t7E 53K
55 MEK S 770 AR 6518, DA 5 B 4 97 25549,

IeAh, R E AR EE 18] ik & 4K (proteolysis targeting
chimera, PROTAC) i R AL & FHAH MR A, 72367
KRAS 77 [fl A 5 A 1 A ee67, {H 2 PROTAC A
Y W SR THT I A5 — e X 5, 49 43 F R K R B 2
R B 772 e AN CA K 1R AR R AR 81, a
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Table 1 KRAS-related inhibitors under clinical trials currently

Compound R&D company Target Progress
ARS-3248  Wellspring Gl12C Clinical phase I
MRTX849 Mirati therapeutics Gl12C Clinical phase I/II
AMG 510 Amgen Gl12C Clinical phase IIT
mRNA- Moderna therapeutics G12C, G12D, Clinical phase I
5671 G12V and

G13C

BI 1701963 Boehringer ingelheim SOS1 Clinical phase |

TV B H AR IR, 3R 29 R IR, TR e
Ty — F UL PN 1“2 24530 T R 1) 37 R b, 8  B
9% 3 38 3 A SR 0 b 4 5] RAS VA 97 B 88 B A5 1 b ok
FRAT (R e G 46 B o 1 /) KRS 400 #61) 77) AR BF 7 1E 6 1 2k
WAL R IF —FE, A5 T RAS ML R 78t 3% 12
1ERD . BEE AR R B, RAS 2 50 i i B b 4t 2
IAE FRAT AT, FRATT 2 280 2 T 5w 3 A i SRR B 11
M

1E& STk VRIS 8 SO SORE B AR 1B i S
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