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[ Abstract] Lazertinib is a highly effective, oral and irreversible third-generation epidermal growth factor
receptor ( EGFR) tyrosine kinase inhibitor (EGFR-TKI). On January 18, 2021, the Korea Ministry of Food and
Drug Safety ( MFDS) first approved lazertinib for the treatment of patients with EGFR T790M mutation-positive
locally advanced or metastatic non-small cell lung cancer, who previously received EGFR-TKI treatment. This
article introduces lazertinib’s mechanism of action, pharmacokinetics, pharmacodynamics, clinical research, safety
evaluation, etc.
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% 1 48 EGFR-TKI(tni% 4 & Je Juig & e VR i B¢
Je) VL5 2 A EGFR-TKI( Qi 4% Jé (ik Al & Jé)
G DR N, i 35 2 v T B EGFR %878 NSCLC (£
HEAER B A T T2, K 50% ~60%
{8 % T EGFR T790M %75 . 45 3 /¢ EGFR-
TKI( WA A BIEE e KX RE) &L T4
X} EGFR T790M 578 T & it 1, HoXf EGFR T790M
RASW EGFR B A= B A e Bk, Yol I T EGFR
T790M 5575 NSCLC Biyas7!" ™,

PLERE JE (lazertinib, #ff &% L 5 . GNS-1480, YH-
25448 ) J&—Fpom L Al Ak 01 A AT 2wk I A B B AN
AL 45 3 48 EGFR-TKTs” "', fi #4717 ( Yuhan
Corporation ) F14% #% 4= ¥ Bl £ ( Janssen Biotech) 2\ H]
GAEI K, HAb =454 =0 W& 1, $7 3 8 Je
T790M 575 JGY7 EGFR 5828 ) 19 5 4 i ¥l 2k %8
A5 (Ex19del ) F1 21 241 & 7 L858R 45 %3745 (L858R) ,
M A4 EGFR BF 2/, 2021 4E 1 H L, fiid e A
U [ AR A e T B R 80 mg- T R b
%K Leclaza, Ilfi /& F T T 3% 5% 13 EGFR-TKIs 897
Y Jy ER e B FE 1 EGFR T790M 23 7% BH A% NSCLC
BERNGYT T R RIMERE B 240 mg(3 A,
qd ), M F B ) AN A2 PR 5% ) 455 22 ik A 381 9 o F
a2 B TR AR ST H A R RL
2y 2E R W R 5T % A R VT 5 O T B AE
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P . EGFR s il ik — R Ak g 3 {5 5 2k
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SN, BT TS B8 2 R 1 Bl (tyrosine kinase, TK) 71
AT Ui AR A o TR — bl R R A
(adenosine triphosphate , ATP ) 7F 25 H it % 2 iR 5% &
T ot R A 11, 52 A G TR A A A B A AE
AL T 4 1 IS RS T AR T A5 A A0 Y o)
feAnsgs e .

EGFR-TKIs o] HH:AEH] T EGFR Jfl A £ 1 i &
TR, 5 ATP 35 4 PR 45 & T I 20 T 2 e Bk,
AN 5 b A0 ] 7 2 IR DR R R AL L 0K 400 Y R T A2
5 BCARSS 5 5 M X6 A AE 5, T4 A5 5 5
FiE g 5 1 A0 EGFR-TKIs (4175 dE & )2 | JE % &
Je) BL K 2 AR EGFR-TKIs ( 1 B 25 5 J¢ | 3k 5 %
J& ) Xt EGFR (L858R #il Ex19del) fi{ /& i) NSCLC
HEANGIR IR A5 o SR, X 28 TKT IR 97 10 ~ 12
AR A EGFR S0 X B 19 % 5F i % ( gatekecper
position) % B T790M 545, K T M4 1 FLA% 2
1t EGFR-TKIs %} EGFR % 75 (111 T790M , L858R
Ex19del) 1697 1Y JRy FRYE, %5 3 AUA 0] 81 EGFR-TKIs
PLER e X T790M A2 R R B L 7 1 16 1, HL&L
DA B R EGFR, S BN R B R L R
B E o A SR R 1) ATP 25 5 A R 2 A
M2-797 G B: R Tl i3 5 EGFR BEESS & , A7 2m
EGFR F i3 5 % , 5 2 & it EGFR, AKT fl ERK
BB R A TG P, O 3 B i 20 M 9 T2 25 1 BimEL Al
caspase-3/7 (i3I, 5T EGFR 58 7% i) i 488 4
HE A T, 5 BTG RR JE AR LU, 1 A I A S AR IR R Gk
EGFR 1y Ba/F3 20 ifg b 3% 81 Hh 57 w5 19 326 5 14 1 AL
3T A R JE 2 PR 1 (P-glycopro-
tein, P-gp, UFR ABCB1) /Y 55 I ¥ , 55 55 B 7K R B 1Y
BRA R JE A HE A AR B D T R ) 8OCR O T
magr",

2 HEpE

XL R JE AE i 1 32 38 Ml NSCLC 3% P g
2 EPATIRAL RN E e R R A 2, A E i
IR (C,, ) P AL A 45 2505 2 ~4 h, TE
20 ~320 mg F &G HE A, PLEEE W C,, HL 25 %k
JE -if [ 1 2% R 1 B (AUC) 35 5500 B SR AR OE
TE LA Z2 R 20 ~ 320 mg #7385 Je I, L 35
JE 42 By 2 G o D3 I ) LU A Y O U8, i
FERRAES S d15 5B, d22 125k i &
R LR 250 2 ~3 . JLUKZA 25 240 mg J5 Y
PR L S PR~ = 00 (¢, ) O 64,72 h, P2 AUC
}5264.63 ng-h-mL™",C, }434.05 ng-mL™", £
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VK425 240 mg J5 I AUC Jy 6 541.42 ng+-h-mL ™",
C,. HJ517.15 ng-mL ™" SKUERTE (T, ) H2.08 h,
1R d 1S A HIE (Cyys) N 155.99 ng-mL ",
TR AUC 481 % ( YH26334/lazertinib , MRss )
90.020, 5 F AUC i BRI (R, ) N 2.36"", Hif
FERJEAER B 120 mg s T &5 Y T790M BH M fib 96 i8
A R AR RN, R B R JE 1 TR
W, R WA A AR ( SRR AR 24 ) X hr Ry e A )
) FH BE Y 5% M K . NSCLC #8350 FH i 5 %
Je 240 mg B}, H R WM M 25 FL(V,) 4 263.97 L, 3%k
IR VAT S~ o N IS o T ¢ N R 1 L R DAE =
HRMIMKEALGEN9.1% ~99.7% . Hiixd
JE FEEACU R AR R A BEH IR S B8 B M1 (GSTM1 )
SR MHIKSE 4, Ll CYP3A4 418l 35, NSCLC
MR FL R JC G TERR A I AR UL AR 3 2 R 1 > 10% (1)
AN ITaaL 7/ AE 2 e S B u £ I a5 X (L 3 T
R S F PR i 8 e iR 43 0l o 60%
24% F14.4% "
3 HHE

LR JeAE N —F R A 36 (1 56 3 4% EGFR-TKIs,
5B R EGFR ML, HEAE 1 pmol - L7 e i F X
EGFR T790M , L858 R/T790M , L858R %5 ¥4 1 1k #%
PEFIE SR B A R 90% . 5 B A
e L, b B Je x5 A8 B EGFR ( Ex19del
L858R, T790M , Ex19del/T790M , L858R/T790M ) [
T P LA A ) o A 0 VR L 50 % 4 ik
JE(ICs) {0 1.7 ~20.6 nmol - L™, FiFH 2 B 3%
FEAIR T Ba/F3 EGFR 58725 (¥ 40 Ji 3% 1, 1C,, F ¥
293.3~5.71 nmol - L™"7 7 o T R R R
T 52 RIS AR /N B Y A 350 K 1975 fap i /1N B
BELSN 4L, 43 9 8 22 BRI A 1,3,10 mg-kg ™' Fi i #5
JCSRAEREE qd ARG 2], N 13 d., FLFE R TE
TR 2 JE AR A I P, LAIRE 3 AT 10 mg-kg ' -
d 7R AN R AR B DL 3 mg - kg T R R
J7 13 d Ji , fiFE R e ] 7 86. 85% My R A K, i
3mg-kg B A E B 4IAL 7. 24% W BRI . B R
BB AR (10 mg-kg ™) T, R LT 58 4
TR (90% ) T 14 T B A AT A8 6T 5 4 ) 0
(4 B A B JE A L, 7E 10 ~25 mg-kg ™' B, BLPERF JE 5L
BT SR A 1 R A R R K R
1E 8 (overall survival, OS) [20-211 R v R B 1 I 7S
HECHE 7 ) O be B8 A B e B A O g O L T
S G % B 14 35 Pk LA KX T790M 2875 1 EGFR H
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AEGF R

R JE1E EGFR 5878 Fl T790M it 25 58 7% 1Y
i £ T s s R B R W M . LR JE X
HP AR EGFR (7 U T A JE , 1IX R WL %
Je R AR e A A R R B R Y
I/ 10 G PRAIE 55 3R B, 7 35 85 e 240 mg HoA R 4f
(1 2¢ 4x P TR A2 P, 78 EGFR T790M A4k NSCLC
R R (T R T R, SR TR Y v o 22
fit 457 22 15 6] ( median duration of response, mDOR) iy
13.8 A~ A, i 6 it J A= A7 ] ( median progression-
free survival,mPFS) 25 11.0 4 A , & W 2% fi#t K (over-
all response rate, ORR) i 58 % , %5 45 %5 il 3K ( disease
control rate, DCR) 3} 89.5% >/

WA, 7E /N U e RS AL b R e L R A B
JE AT R0 A T P iR Y A K, 3R B AR TR T il
S i e 7% 7 1 AT RE S A AL T790M 578 A v AK A
LR G (CNS) il BUAH X B i e 2 A &
CNS Zh3 iy 5 48 e EGFR M| #12 — . A& 105
5l EGFR-TKI 2R AHPE T 245 (P AT 2O PR A Il e 76 ) B4
NSCLC # S T2 hFEE Ry —m 1 /1
Wl RAESE , v PPAL B (n = 91) K1 T790M FH 1 &
# (n=76) 1 ORR 435>k 64% F1 67 % , 7% ki % #s 18
F(n=9)",0RR Ny 56% . Ilfi BRI 34 % W1 B 45
Je, T TE b B H AT I R AR
4 IERTFR

HME202343 A 10 H,hiFEHRCHTHEBENT
NSCLC 77 1 2 & « oy A0 7 47 A wh [ 2R 41 1 v,
AR A A F e E B A 6RO LB EE R
KA 75 LA 51 BT AE | 15 o 7Y 45 20 24>
B s DX T T/ 11 BRI PR3

NCT03046992 ( YH25448-201) """ & — i 15 K 7
MR #EAT B IF bR 2 2 o g 1/ 10 39 IR BF
58, H 52 Al R P JE TR EGFR 58 7% 4 16 1)
NSCLC 8% v i 22 4 P (i 32 1 | 24 3l 2 A 40 M
TPE o WT AL 5 ) deh 1 R B R RN AE K 45 24
X 3 A ARy, HoAE s Y 14 ZEBE AT, B Bl
AT AT 3 A B, 3 i R Sz R JE 20, 40,
80,120,160,240 ;z 320 mg, qd,iE2E 21 d H—4~JH
W, G5B AE2017 42 A 15 H—2018 4£5 H 28 H
Wiy, A 127 A BGOSR T R 1 R
BJe . TEIX SE R P, 108 (] #EAF T790M 2875 (1
NSCLC, 19 5] T790M 1 4 ; 69 {5l (54% ,95% CI:
46% ~63% ) fB i ik A T G o A VAL A 0



i, b 66 fil (52% ) & AT W o 2 i, 3 B
(2% ) /B # A 5 & % i 127 P8 E A 41 B
(32% ) W5 T F&2 €. 110 i (87% ,95% C1.81% ~
93% ) A BB 15 B o MRS BE T B IEAL
76 11 (60% ,95% C1:51% ~68% ) i # A % W 2% fiit
114 5] (90% C1:84% ~ 95% ) i 3 ¥ ik 15 5 4 il .
E2H 43 B s, 108 {51 T790M [AP: NSCLC &35 g
62 % (57% ,95% C1.48% ~67% ) F1 19 f5i] T790M [f
P NSCLC & A 7 #1(37% ,95% C1:15% ~58% )
3 A N A O A AL AR D O ZE L 127 15
SRE A 18 ) 8 AT AT A R (15 ) B
i T790M [H P NSCLC .3 5] & &5 i T790M [H %
NSCLC) ., H 8 ] (44% ,95% C1:22% ~69% )il
Ao S e oA VT A A W N SR AR
ST L A PEAR [ 127 () 8 E P 63 ] (50% ) K&
PET RS, BAR AR mDOR 35 15.2 4~ A
(95%C1:8.6% ~15.2% ) ,mPFS 5 9.5 1~ H (6.9 ~
16.4 ) o W2 53 H7 Bon, T790M BHE NSCLC i
HHY mPFS (108 {3l 2 rpAy ST 491 iy B e <, o
47% ) K F T790M BHPE NSCLC fB 3% (19 i &
A 12 Gl B R, o 63% ) o TE— TR 5 o
b AR 8 A ST i oG A PRAG TR 62 5] T790M BH P
NSCLC 75, #3120 mg 5 LA b 50 & 36 97 /9 37
#(60% , 95% C1:47% ~72% ) %% A % W 2% f ,
mPFS 4 12.3 4~H [8.3 ~ K3k #|(not reached ,NR) ] ;
25 1 (40% ) BHEA PR, MILZ T, FH 50
Won, fE 46 ] T790M FH#E NSCLC B & v, #: 4%2
80 mg = B ik ¥ & ¥R 97 A9 25 B (54% , 95% CI.
40% ~69% ) B B WG f#H ,mPFS /6.9 ~H[5.3 ~
16.4 1~ H,26 ] (57% ) ¥ A JEEFHMA ] R
FEE WIEAG T A B 1 mPFS Jy 8.1 A [95% CI.:
6.7% ~11.0% ,127 il & & 45 76 4] (60% ) i B
PEREERA ], T790M BHY: NSCLC #& /) mPFS 4 9.5
A 6.8 ~12.4 4 J1, 108 {5l i 3% 1 47 60 41 (56% )
LR F A ], T790M B NSCLC & 3 B mPFS
M5 ANALL2~11.04H,19 flEH P A 16 4]
(84% ) J s A 1o AR it 7 A9 bl o A DT
ity 76 T VEAL B0 i 7% 835 b, R 3k 2 i A e F Jee A
M (intracranial progression-free survival, IPFS) )
% [95% CI:NR ,48 ] & A 11 4] (23% )
BHE RS ] o 127 BIEF R A 62 41 (49% ) fERTSE
ST ) B R R o 25 SRR BT A n] A AR A
PRI AV A R B R0 O &R, B qd, 240 mg K
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FR 8 K HT T AR W 58 Y A7 2 50 e SE A Ry g A
— VAl

2020 45 3 [l R iR 27 22 (ASCO) R A T
PR e 00 it N 7 RORE ik 2 — 3T 1/ 1 3950 i
B GRIEEHEPESE (NCT03046992) , 4 A BEFE EGFR-
TKI 697 5 59 v e iy i 3 NSCLC i 3%, 2 5 & 0
SN ST PF 2 Bt 25 (Independent Review Committee,
ICR) PEAL B4 51 N &% WL 2% fi% 28 (intracranial objective
response rate, IORR) #1 IPFS, # & 2019 4£ 9 H 30
H 3 181 il 252 7 7 S50 F /K- (20 ~320 mg)
Mz 1 RIBLEEERIT . Hob 64 Bl 3% (56%
ok, AR Y 63 2 ,86% 11 T790M 28 4% 5 BH 1 )
B A IR e B 58 B o3 B NRE S 0N R 45 A R
(intracranial disease control rate, IDCR) & 90. 6%
(58/64;95% C1:83.5% ~97.8% )., 7 n] PFAli )7 5K
(0 i % #e ARE b, HE 4045 22 49 58 %, TORR A1 IDCR
A5 R 54, 5% (12/22,95% C1:33.7% ~ 75.4% ) Fll
90.9% (20/22,95% C1:78.9% ~100% ) , & k%] IPFS
(95% CI:14.0 ~ A ~NR), 7¢ 181 fij & ¥ ,H 13
(7. 2% ) 58 35 19 G & BE A 0/ B30T 78 5 B0
HEJEE R . 25 R R B e R T A
NSCLC &% BA B

PR JE i 11 390 i PR F 5 48 757 57 1t Oy 240 mg,
NAREE EGFR TKI A7 oF 8 J5 (19 2 18] NSCLC i
HLT8 BB S B PR JE 240 mg, 76 ] R H A AR
SN T790M 53 78 fHYE . 8% 2019 4E 9 A 30
H S 78 (5] 5 (49% otk h AL 4R 0% 62 %) 2
3 7215 240 mg RLEFJEIRTT, o AL BE T I [E]
(median follow-up time) }y 9.6 4~ A, 7£ 78 #i B &
W76 12 T790M FHE % 9 ORR i 57.9%
(95% C1.:46.8% ~69.0% ) ,DCR }y 89.5% (95% CI;
82.6% ~96.4% ) ,mPFS } 11.0 4~ H (95% CI.5.6 ~
16.4 4~ H),mDOR 4 13.8 ™ H (95% CI.9.6 ~H ~
NR) 435I ICR HbifE. 2 B8 (3% ) #iik o & 4%
fif . WFIEEVEAE B9 ORR,DCR, mPFS F1 mDOR 433
M T72.4% (95% C1:62.3% ~82.4% ) ,94. 7% (95% CI.;
89.7% ~99.8% ),13.2 4~ H (95% C1:9.6 1~ H ~
NR)FI11.8 1~ H (95% C1:8.4 ~H ~NR), #5R%E
BRI JE 240 mg HAT R4 94 4 VE AT 32 M, 18
EGFR T790M B NSCLC 3 h HA K 4 1 41 i
FEIEPE

1 N ¢ 77 N[ G I AR =) GRS B |
EGFR/MET YRR 53 ¥ Hi & amivantamab (441 & 7w
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HE XS bR A Y B [ 40 ) A . 7E CHRYSALIS f)
I BRI PR 58 o, i — 25 & 30 T $% 52 amivantamab
A PP JEIRYT EGFR 2875 (L858R 1%, Ex19del)
NSCLC 35 19 R 42 e M7 880, 23R 97 1 58 5 il
JI IR 4 /N o AR 23 {5 JE HiE AR 45 32 1 VR 9T I NSCLC &
F 1 ,0RR S 43.5% (95% C1:23.2% ~65.5% ),/
PG 97 I A 8.2 A (0.5 ~10.7 A~ )
ASCO 2021 /N4 T amivantamab FIHFE R BE S
BTN R A e Bk R A R332 i y7 ) EGFR
KA NSCLC (B M mefi 45 1, 7 45 Bl AR e/ &
BE 16 fl B E R BN [ b 1 658 2 52
fift 15 {9 6 43 2% fi, ORR 4 36% (95% CI:22% ~
51% ) 1. TEALBEVIESE] 8.2 A~ H J5 ,45 il &
A 20 1 (44% ) U5 fE 4% Z 36 77, mPFS g 4.9 4>
JIPTEL AE MET g 414k (THC) 3 F MET THC i
[ 8, amivantamab B G B0 SR 9T 1Y 2 i R
(response rate) 43 3k 90% (9/10) F1 10% (1/10)
740 ,NCT04487080 ( MARIPOSA ) *°' & — i Z H.ps |
BEAL . XUH AT 40 B A T 09 0 IR BF 5%, 32 #F 92 7
EGFR 2 7% [ 14 19 Ja & 0 3 5 5% % 1 NSCLC & %
HPEAl amivantamab FIHLER JE B G IF 5 /A E
LG ITT R0, WFSE 00 32 B2 SR AR RECIST i 4%
LI(vL. 1) 7ERZ 42 A~ A W58 i wy PFS, BAKhy
0S, ORR K %% fi# 43 %% B} [A] ( duration of response,
DOR) I\ —ZIG 97 FF 46 B — 267 1) ok J 2 17 10
(PFS2) | itk 3 F& i 8] (time to symptomatic progres-
sion, TTSP) .IPFS A K 5514 ( adverse event, AE) ] &
AR ERE ERERERENS 58 N4
AR S8 1 2 5 E B R R A N
amivantamab [ IfL 75 ¥& BE | 7 5 85 JE B9 I vk L i
HPT amivantamab $T & 1 2 5 F A NSCLC FE £k
19728 Al -E AR BF Al ] 4 ( NCSLC-SAQ ) | BRI 98 hE AIF
FERNA YT 2 24 3 Jit & 0] 45 ( EORTC-QLQ-C30)
LA iz M PR 5 2 F 2020 4F 10 H JF
i, B A IE 7E 2 59 10 55 MK 08 AT b, Sl T
2025 4E 11 H 581,

NCT04988295 " Ji — 15 - i 1 . Bii #L . *F 47 4>
e T RCAR 25 04 TR G PR K56, APE Al 76 3 7 B R R
J7 RIS () EGFR 19 5 4h i F 8 5% L858R 28 A%
A S R W 1 B A% M NSCLC B 3 v FH R 2 Je Ml
amivantamab B¢ 581251097 0997 5 DL X 5 2R 40T
(REAAE: 2 ih 28) B9 y7 R A, A4l RECIST vl. 1
PR, FEL G PFS IZ38 M B M o B A
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7 512> ( Blinded Independent Central Review, BICR)
PRl KT s 17 A H iz i R LE 2 T 2021
AR AR R E L HA B2 A E KRS 8, B
THFET 2025 4 11 A 5818,
5 ZEWEM

I R 7 0T 58 3 WL 356 8 JE 1) T P R 22 MR AR T
HoAtls EGFR-TKIs , H-7E 40 78 [l &2 58 728 (Ames ) i 5
TRz IR 6 G 6 R W 22 36 v 24 A SR I AL R
TEARSN 3T3 NRU 20 fifd ' 75 7 52 46 vh ok S B OG5
Ve R IATBORYESLI T o R e W TE I R 5
H R T R A A PR B2 P, SRR T A O
A RS R A AR T HoAl EGFR-TKIs, i JE1E
240 mg F) H I, B E UL AIA T 0 BN )ROSR
(treatment emergent adverse events, TEAE) J& 7 ¥
(35% ) JEFE(33% ) L S (32% ) , RZH N
BIE(FER=3 Z N 1% T or 9 =3 AU
FH) o S 13% (10/78) F1 8% (4/78) ) TEAE
FEON R FE L, YA OC TEAE 590 =6%
(5/78) WML %H) 3 ], A KR 158 H R 037 i b
#E (Common Terminology Criteria for Adverse Events,
CTCAE) =3 9B # i i WA TEAE 2 fili % (3% ) .
GrAE 6% ,12% F1 3% 1) 3 UL B T B0 i
B PR L R e S R R e AR G Y
FET: o PUPER e — RO 32 1 R A, 7E B ) o s e
AW 30 30 i R 7 | S B BRI T B R A R FE A
AR BT L 0 ) RO o X 181 4
S I PRI 7S, 76 AT i) S8 AT o] 55 £ K
LG R R 2R S il R S5 B R IE J5 Q-T
B 1 (QTcF) ZE K, RLPEHEJEIAYT 7] 5 (240 mg-d ")
TE e KA A ML W BE R QTeF i3 i ) T ) i 2 o
2.2 ms( XU 90% CI FFR:3.6 ms) . 3A7 B B
I PR A 5 B 760 28 5 1L 23 B (LVEFR) T B[ (JE 45
LVEF & /NE < 50% , LVEF # K{E K T 3 4 H
50% ) =10 > F i ] 1 B3 1 B0 ) 3 g A
KARFAF (2 9 LVEF [BEAI%) , J0 5 AE A 5 4 4 4%
B AT A, Ewer 25UV MGE T SRR JE A
OIEAR RS, K AL E R TR O EA R F 1
KA ARAR AR, PR R 50 IE XU B e % .

PR JE A LR b 1 22 A PR F0AT ROPE i R
B AE 5 1 A EAT R 88 B0 A i R 3K 38 0 A % 245 W) 1
ZAEN (65 2 KL B ) il A AR 0T s iR AR A
FHBL AR i R AT 5E 45 5%, 22 30 iR A & o] RE S 1 R
i JLREPE 5 1 AN 1 2 S P 8 JE SO Y 2 B 2 7



NFLrhHE M, 2 I L B 5 7R 0 33X A 25 36 97 1
(] 457 1k BE 2L 5% 5 2 52 5 45 SR R WY, X D 2 4 AT
A 23 5 W B9 MR R L M 0 AR BE AR R DR R AR AE F ORE
715 A HE T B8 J7 0 10 2 A A 3 Fi 24 ek A PR
Zp PR e PR P I e R PR A
PEAUA BCHE W R0 E , AT RE S R BT D g 8, W] B
JHFIE P9 4 2 2 il ( AST) R4 TN 6 &l ( ALT) %5 7K
T PER TR P DL L DI RE R &R E P
B AR T OV 1 AR B IE
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