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EReZiIRL, &4 321000)

WE B AR EETREST AR, N RA S AL RSB/ ke
1E 3% 2 A2 K R 7 32 4 (epidermalgrowthfactorreceptor, EGFR)ZA% BH M /N g
it — 2R T SR . YE BT —TE R E . 2O i =BG R
K (FLAURA), MARBIR R JEHEFEEE 7 = IRZS markov B, BEALSORGH TS
MR 5N R AR A I RS B SR BOF U B, SO EIE BT 5 Sk
(b B NBERCRE, BT AR AR HOC R B DG SOk . R NBE L R
% R Y0 (central nervous system, CNS) #:#%HE#EAT NI 10 4F 1 BA R
PPAL, XA 23 b7 45 S A e M HEAT 1 8 U E R BURME 0 b . 53R 1
Ao trrh, WA AN HEIES B/Juig g e H T 2543 0.41 DM E TR AL
i (quality-adjusted life years, QALYs). BAE BT RMEIEE /LK S
D7 RAE I NFE S ONS F R WA N BRI 36 B AR . (incremental cost-
effectiveness ratios, ICER) 43 7%iA 340645.44 JG/QALY . 246175.55 JG/QALY.
PEZH NFET ICER (B Yy T B SOA = S BIME 198018.0 JU/QALY, R HA &
S AR T BB B R A B AR o BRI TS R BN 2 AN RS . it
JEBY BE R DL Ak R TR T IRAR S S SRR e MR A K. 58 AT e
REAEK EFGR 878 14l /Nt il S8 A i 4, B AR AR i, (R ST OA
WAHRHG . H AT T H [ EFGR RARBAPEARNH Mt 63, B B JEAHLE
HARE R/ e B eI LAV A
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Cost-Utility of Osimertinib in_Untreated EGFR-
Mutated Advanced Non-Small-Cell Lung Cancer

WANG Hao!,ZENG Chenxin?, LI li' ,GE Weihong!

(1.Department of pharmacy Nanjing Drum Tower Hospital, The Affiliated Hospital
of Nanjing University Medical School, Nanjing 210008,China;2. Department of
pharmacy Jinhua Hospital of Zhejiang University School of Medicine
Jinhua,321000,China)

ABSTRACT Objective This paper is aimed at evaluating the cost utility of
osimertinib and gefitinib/erlotinib in the first-line treatment of EGFR-mutation-
induced non-small-celllungcancer(NSCLC)from the perspective of healthcare payers
in China. Methods Based on a high-quality, multi-center Phase III randomized
clinical trial (FLAURA), the three-state Markov model was established according to
the progression of the disease.In this model, each state transition probability and
adverse reaction rate were collected and calculated based on theclinical trial data; the
utility values were calculated from those of the Chinese population in the literature
references; the direct medical costs were calculated based on the fees charged locally
or related literature. The total population and the subgroup of patients with brain
metastasis were assessed for cost utility over a 10-year period, and the stability of the
results from the model was analyzed for both deterministic and probabilistic
sensitivity. Results In the foundation analysis, the osimertinib group gained 0.41
more quality-adjusted life years (QALYs) than the gefitinib/erlotinib group.The
incremental cost-effectiveness ratio (ICER) of the osimertinib schedule and the
gefitinib/erlotinib schedule in the total population and in the central nervous system
(CNS) metastasis subgroup population were CNY 340,645.44/QALY and CNY
246,175.55/QALY, respectively. The ICER values of both groups were higher than the
willingness-to-pay (WTP) threshold in China, i.e.,CNY 198,018/QALY, indicating
that osimertinibarelesseconomically efficient than gefitinib/erlotinib. Sensitivity
analysis show that drug price, utility value at the stage of disease progression, and
treatment cost after progression had a significant impact on outcome stability.
Conclusions Osimertinib can prolong the QALY's of patients suffering from EGFR-
mutation-induced NSCLC and improve the quality of life, but medical costs also
increase accordingly. Currently in China,osimertinib has no economic advantage over

gefitinib/erlotinib for patients suffering from EGFR-mutation-induced NSCLC.

KEYWORDS: Non-small cell lung cancer; EGFR-mutated; Cost-utility; Osimertinib
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fitides 2 H AT AR 2 s i R, A8 150 AR, Hp R/
Ml (Non-small cell lung cancer, NSCLC) 5 80%-85%!!-2, fEH[E, RR4FEHZ
W B R R 4 73.3 Jifil. 2010 S4Bk 145 (Global Burden of Disease
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2010, GBD 2010)%#s o~, LAFRE R A ar4F (Disability-adjusted life years,
DALYs) Nfahr, i C AR E i WEAERA, BT S8 DALYs ©
KE] 1131.8 J34ER Fafhivt, o Eies S B S O 5.6 12360, HEEE
ST N 7.8 103 0. EGFR A& NSCLC & H i WLINHER 2 —. BiFFE
W, 76 VNG S0 i b, EGER AR XU A 51.4%, 1T AEMRNR 2 3
1, EGFR JEAR RS Ik 60%M4, 3 B Az K IR - 52 1A% 1% 22 IR T8 Bty 41 41 5]
(EGFR-TKIs) i EU§ K2 70% 5857 & 52 a6 . HAET, 2 —48 EGFR-TKIs (75
FE& B/ B 8D AEE A% EGFR-TKIs(FIvA# Je)fEH E35 CL3kiE By, Xt
2T B ER S B MRA, K Toik A AE I (Progression-Free-Survival, PFS)
2 10-19 AN B, SRT, K ZHEFLERIT 9-13 N H G R 2, W T790
RA, WAEFBURG AL R,

WABERE—F O AR, S EGFR U4 A EGFR-T790M ffif £ 5%
IR mIE R 2. TR AT, AURA2BI(CEAE S vs. 2B 7)) Al
AURA3VICRFS & )8 vs 55 I ZE A /R ARG 45 R, WA EH e BE
i im— 4 EGFR-TKI ¥a97 Ja i 15 12F FE 1 T790m FH MM NSCLC & A A7 3K
Ty BRIRSET RS RIAS KR N R AR . fE AURAS IRIGH, B2 8 B AL
PFS 4 10.1 ™M H, THHALST AL PFS 9 4.4 A~ H .

WA E BT 2017 FE1EH B KRS b7,  EARIEPRYT RUmeE, HH & &
AR ERE N T BF R AL DA RGFMAET H . RILTT RS 1A 5 e T
FAEE B/ e B e 5% 4t EGFR-TKI 29 & BF AL N 2, FLAURA R
IUOLE—TE . 2. TGRS, B 7ELE A B )8 MbriE EGFR-
TKIs £ EGFR A2 I NSCLC #1768 P i)y 28 F T iRl #ds, 4
A0SR FH AR T 23 M, S A Markov #E 7 1Al B B Je AL 48 TKI 2547
—4RIRYT EGFR S48 FHVERE B NSCLC B A btPE, DADNIG IR ik & &3
e 253 AR
2 MRHRI T i

{4 Ff] TreeageProSuit201 1(TreeageSoftwarelnc, Williamstown, Massachusetts) 1)
2 Markov £, VEfh A S B 5HEAEE B/uig B e 10 AR . #FFAL
THEBEIEBEST AR, SREAYRA. AN RIFABIRA . Bt 5 1 e 2ia



J7RA . BEVI AR B 25 . AN R R AE 2L H FLAURA B9t
NBEZIIRS R K B T Nafees! VW 7. BALR FHFAE 3% EL o

PR R R N R4 (QALYs). Rt piA LU 1 B sl A SR
te (ICERD. FFUKF 2018 4 NI E N A= SEM =% (198018.0 J0) 1ERRA
B BIE . IhAh, 18 T BRI 23 T RO 2R BB 20 AT e FH T 2 AT A 2R 4 SR 1

2.1 A ZE Y

A B =M EASE RS A T RAEAFIRES (PFS). it
RZ (Progressive Disease, PD). FETIRZA (B 1), FAFIMEIA R H N 21d.
B I R, B IR PFS ¥4£3) PD, PD HEFIFT.

K 13BN B fitieE Markov 1]

Figl. Markov model for non-small cell lung cancer.

2.2 IR S 2

fR#E FLAURA #F7E10, ¥4 EGFR K72 FH % B8 3 NSCLC B #F FaHL(1:1) 7
e 22 B4 B JE (80mg/ K )H a5 A8 B/ Jeis B e (FAE & 8 250mg/ KRB & e
150mg/R)H, BFFFEIRIT EH 2500 ik R BUR A LM Z A R F . 4R %
NEA B e B AR SR CNS #2 AHE) PFS $5EK (18.9vs.10.2 M/,
HR=0.46, 95%CI: 0.37-0.57; 15.2vs.9.6 >, HR=0.47, 95%CI: 0.30-
0.74). 1§ Engauge # ff(EngaugeDigitizerversion4.1MarkMitchell) & HX
FLAURA W70+ PFS B2k, i/ RiEE (3.44 ki, R version for Statistical
Computing, Vienna,Austria) XJHEEUH R HIZ TG . ESERER, BA



HEAN CNS ¥4 NHE PES % i 2470 1K H] Weibull 73 AL (S(ty=exp(-AtY))
log-logistic 734 (S()=1/(1+et)) & m, #H—LHETE H A0 R AN
HRMER AN p(H)=1- exp[A(t- 1) ¥ -A']F1 p(t)=1-[(1+e®(t-1)%)/(1+e®t)]. Fe L&Al
RS H UL 1 PR,
® LN PFS P K CONS ## A4 PFS #h 4 & S8k
Tab.1 Parameters of the Weibull and log-logistic models used in the FLAURA Trial

ER@IE S WESH WA TE R
SNEE PFS Weibull 20 A fl & 244
Lo 2=0.0042518 y=1.322501 0.983
HAEE e/ ek B e A=0.0118342 v=1.560926 0.998
CNS ## AFE 4 PFS log-logistic 7 il &2 %
WA E)E 6=-5.80306 k=1.88216 0.984
HAEEJE/Juig e 0=-5.78059 K=2.26250 0.989

¥ FLAURA WP FU i 248 55 (1) OS Hudl, 452 B8 8 Je i y7 K ABE R Az
OS N 38.6 ™MH, #2HAE R/ ik einyr N 31.8 S H U2, PD ZISET: [
BRI S AKYE DEALE (p=1-e™) JEIEIE, W0 A NFET %
(r) @ r=[In(1-p)|/t), FREIET:HREH MR, HHEAKN P()=1-exp(-rt). X}
T PDIRA FHIVAIT 7%, FLAURA WAL ARG T 329097 1N &3 Ll
H—% B E A2 2 MIn)T, 0 —REgaT otz i)y, m
THRZ M T7 FMRA H BARIGRIT 25, 10977 SR AMEDAER A T LR A
U, EJESET RIS -, BT FLAURA WFARREMER, 3B IRk +
BE AT SCHR, FATHRYE X P 3 2R B = 2RI T S PR R ST T X A AR
BT TR, 296 89.1%(28.1%-92.9%) 1 E 232 Ja BLiR Y7317, 580G T /7
ZE e FEIT . EGFR-TKI V597 B AE S FFG YT (Best  supportive care, BSC)
81, ffixf T CNS #%# 3%, FLAURA W7 RIRTERAN OS Hidfs, FILIRAT
BT —I0h} 215 5] CNS # 78 S # M RTIE A AER 7T, %W FU4RIE T CNS #%
KRB RIGEGIN 4.5 N, S1%M0 B3 10500 3k N 5 B2 ikt
(91, ANV U 2 38 AN PFS IRZS HEASE T RASAR T2 5 M TCE R 2158 T2 H



SRAS RS, DRI B ] A i RR e T 48 58 Rz i (AR AR TR0 PD 3
SETC RS RER . P A IR [ AL R R T B LR 2,
R 2. BPPIRE IR FAL R S

Tab2. Summary of transition probability among disease states

28 HEAR MR
PFS-3ET= 1-exp(-rt) 0.000406
WA H e PFS-PD 1- exp[A(t- 1) v -Aty] Ay LR 1
B PD-4ET 1-exp(t/T*In(0.5)) 0.0243
PFS-3ET= 1-exp(-rt) 0.000406
Pt TKI PFS-PD 1- exp[M(t- 1) y -Aty] Aoy AR
PD-4ET- 1-exp(t/T*In(0.5)) 0.0222
PFS-3ET= 1-exp(-rt) 0.000406
LRy PFS-PD p(O)=1-[(1+e0(t-1)K)/(1+ebtK)] 0. x L& 1
CNS T4 PD-4ET 1-exp(t/T*In(0.5)) 0.1022
NHE PFS-3ET= 1-exp(-rt) 0.000406
Pt TKI PFS-PD p(O)=1-[(1+e0(t-1)K)/(1+ebtK)] 0. x L& 1
PD-4ET 1-exp(t/T*In(0.5)) 0.1022

2.3 RIT LA

KA SR E ST DA R, (OFHEEET R —%&iar+h, &
FHZRAEBR. HEBRIUEERIRYT, 821 Ry—FAM, E5mitRe
AT Z A RN . HET, SRS BEREITR T EEMAED), W25
FITS 800 F 25 RRAS R I TERS AR T LRI TEARFFL, FRATR H =3 A
REM, QERE. KB, B8 T, ALT/AST JHaE.

TEBIBERE Jo 232 Ja B T B E T, 73 H 23.7%. 26.8%711 49.5%H
FRZ T HEG R TS RA T, AT, BT SRS GR I 1 R
F MM FEBAME TR, 20k 4 NTRG R M 2B 4R R YT . HAR B AT
RAEERFGYT (BSC). BSCIRTT BUAEIE R H —IAN N 133 44 [ B FH BT T
201, A EIE. AR R/ TS e A3k i 2E 45 25 1 BLA YT B Rk B
I E AR B EEMAG . BV AR R F A (CT) S0 5 R 7 (I A0
PREI . KB S ThRE: A S5 . &89k AR EnIT 49
WL 2P RO AN B 2 4

2.4 A



KM R Beenish 55 NIl AHEHFR (TTO) XPAHFIL., HE.,
FEL wE. FEEE. RESAFRMX NSCLC & #H @AM, 3K
BT o R B R 20, BEETE PFS Fasd RS IR 2 0.804, PD
WREMRAE N 0321, FFHX>3 FGA RRSAIEE . 57 1815 FHR
FIT 7 A 1 A7 3K R EEA T AR LTI o

2.5 BURNE S BT

RIS B 5 SRR s BRATIH R S AT T — 4 UM R R
Ukt (PSA) 434, MRS EN 40 A0 2R H SOBUA T B WL 30 72— 4ERUSE 5>
e, FRATOE S EE 95%CT 1 R IR, H b RS 43 BHE PR A 9 FEL R 1 SR
FY S SR, 30 43 Jov2 3R A3 UM Y Bl P 2508, A R L Fr) R AR
i, TERMEREA LT £20%003F 8. BT RA SRR TR, HATHXTH
BEAT S0%IMBEANY . —HERURNE 2B 45 R UL AR 0R

MR RURIE R, AT A SHO E Y Gama 73 A, RUFME R E N Beta 7
A, RIS 20 A6 Y B BB REAT 10000 REERER 2L, WG E 24
DEFARE, WL TE R 0%-8%, MRS BUE 73 B 45 - LA & AR AR s ]
LS AT 52 i 463 o

FRAKE . RORME . FARIE PREE 4 DL B o3 A7 i ST S8R 45 W3R

R EEBESTA BOAEM AN S HIC S

Table3. Summary of main medical costs, utility values, and other clinical data

it JEH i SH KR
FEBEST A (D)
BPEE 2 (80mg)/ [ 510 255-510 y(3998, 0.128)  AHuEHE
#AEH JE(250mg)/ H 54.7 43.8-65.6 Y(272.5, 0.2) A HE A
JEi& %% Je (150mg)/ H 76 60.8-91.2 380, 0.2) A I HHE
JE BT A (TT)
54 it 28 /mg 8.1 7.89-26.8 y (13.75, 0.590) At
Jisi%H/mg 1.57 1.25-1.88 y(7.85, 0.2) ISR ACT
MR AL YT/ 11268.75 14651.4-40921.1 v (18948, 0.584) [20]



A SRR T JE 2423.89  1141-5706 v (5046, 0.481)  [20]

LRI Z NI R 840.7 632-1053 v (6580, 0.128)  AHu¥E
EH A t/eycle 314.3 230.71-384.5 v (2518, 0.125)  AHEHE

AN RFAF AL B AT

M55 34.97 16.74-42 v (189.47, 0.184) [22]
22 14.05 11.2-16.9 y(70.2, 0.2) [22]
BN 175.07  123.9-282.22 y(758.88, 0.231) [22]
ALT/AST Hi& 409.5 327.6-623.87 v (2213, 0.185)  AHWHHE
LRI
ToHE R A A7 I 0.804 0.536- 0.883 B(16.2, 3.9) [11]
o Je 1 0.321 0.050- 0.473 B (6, 12.7) [11]
823 -0.1 -0.12 - -0.08 B (0.5, 0.2) [11,21]
G5 -0.07 -0.088 --0.053  B(8.75, 0.008) [11,21]
oAt I PR E 4
I B2 3% 0%-8% [ 5
AR A 1.72 1.5-1.9 Normal(16.8,

0.102)

BT NBER 2 R 89.1%  28.11092.9% B (5.4, 0.165) [13-17]
SR IT I L

HRREERS ABEP 2L 51% 43.35t0 58.65% P (3.4, 0.15) [19]
J7 1 LA
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3.1 E:Aili o b

TEBNTE, WA JRRYT M THAER e/ Juis B R ibIr TR %
1T 0.41QALYs, {HAHMN FFIE LA 139554.63 JG, CNS B AFEWAHF, H



B JeVRIT 75 AR T AR e/ uig B Jeva T U7 E eI LLZ 3Rk1F 0.61QALYs, {H
FHNF5 209, 152326.72 6. S AFEFN CNS 8 NFEE2H h B35 B Je AT T
AR JB/JEIE E JE ) ICER 73 BN 340645.44 JCH1 246175.55 J0. AW FARYE
WHO =% A\ GDP [\ WibriE, K 2018 4= [H 3 £% A3 GDP (198018.0
J0) AERNRME, 4REREAPEHLEIESe/eis e fE s AR CNS #
BN T TR TN . FERl I R W% 4.
F4.10 FHPREBBA. QALYs FIXfR. ICER
Table 4.Cumulative costs, QALY and corresponding ICER with in 10 years

‘ Y o $iE HE A B
am FEs ST mmmk oaLys T ’
Jo) QALYs ( 7G/QALY)
MAEE HEPEEJE  349385.10 1.98
- 139664.63 0.41 340645.44
FRE TKI 209720.47 1.57
CNS ¥ HpgEJe 251515.11 1.63
A 152326.72 0.61 246175.55
BA otk 9918839 1.01

3.2 BRURME BT

FE—HEBURAE D T op AT A BEVT A RO A5 E RS
B, BATATEME S, SRWE 20 B 3 fos. mEFR. TRIESARE
7& CNS ¥t g WAL b, X+ 8RR ICERs B 520 5 09 2% 14 PFS By
B, FOO BRPE B R ks, BRpE R RO i AL 5 m] DL AR Fe b
R, PD BB EAMG I A T o ras Rt —Egm. HedkaEd, A&
JERNEI B e tirds . FAtR T 5 S8 AR S50 70 A 4 R A e /B 22 AT DL
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Figure 2. Tornado diagram of the ICER in total population
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FRATTIE BN B AR 8 PRI BUR I S HOHAT PSA 434, #4537 A
wHAER e s E e, RBIEBEmA, BV 25 B EAA R R Ab# 9% F
S PFS. PD HRAME B E M 7041, 183 MentoCarlo Fi4LL 10000 X152 A
#E. CNS # i NI B AR ORI (B4, B 5D, WHURE T LA
H, XTRNEE, A B A ST BUE E 7. AR AT sz i 2k
W, 7R NFER] CNS #8 ABEH, % WTP 23715 & 4 480000 JG, 300000 JG
W, WAL T HAER /et e 100% 84 sA-20H, g3 mE s, J
6 FT7R e AR R s el 5 mT e a2 il 2 45 B8 U A /E BT B WTP R, B &%
JERTT T FARR T AR B/ Jmig B e S A% Gt EGFR-TKI Jj A B ARG
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Fig.4. Scatter plot of the ICER in total population
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B HT YU 2 T2 AR, BRI A L A RANA 5 UAH
I, SRR R B SR I R R T R . AR AR, vl
e (R T 9 FH A SR Rk Ry — T 1 )

WA B e )T 2015 4F 11 A7E3EE BT, /5T 2017 4 3 A#Eh E B
i, HT EGFR R4 NSCLC [ —43G97 . MATCA Z Wk T /A B BIEN
TIRIRYT T RIA TIPTS5 E B E A SR AT,
ook BN R W A B JE AR N NSCLC —£R3A77 )7 R0 LA gitbyr R A A B B
2R B0, 2230,

HAT, P8 e T4 7 5 1 45 [ SA0H X Btk i /E A NSCLC —ZkiA
J7o Pedro SE247E 3¢ [E T2 pU X} B4y JE 1% 4t EGFR-TKI 254 NSCLC ¥
P GEREAT T VFh, SRR RAGE R TMIE G, (EA KRBT TE
St A4t EGFR-TKI Z5RIFE A B &5 R34 . A 8 Je 78 o B ) LT s
4 51000 Jo/&, ik TR AR JE e B Je L 48 EGFR-TKI 254 BEAEM
T FE P O T LA B Je X A% 48 EGFR-TKI 2594 55 240 Fe 2 3 1 B 75 5 Je ) b
Hp A%, PTURE T A9 T RS, R R U A R — N AR &
DRI IE T SEg 25261, 2018 4E 10 A 10 H, EREMRRIEX AR ERIEN



R BE AR A S RN OR . H AT & JE BE RN RS 2 15300 Jo/&, B iEis 3|
70%. Bk, AT e RA B RIEMNERN A& KR TREERIE T, HAER
—2RIT 5 HAth EGFR-TKI Z9WIAH LA 5, T I R e 55 2 R R 7 AR I
PR H ST AT MIEE, FATESL T —Fh Markov $R 5 /3 HT A BRIV fl X Ff
ZI AR R -

HI T AN BE31S FAURA #5040 CNS 38 ANBE I SR A AA 8, FRATTR
OS Hla AT T IRBE, KAEE N —RAIA 215 K4 CNS ##21#) NSCLC H#
FIRTREVER TS5 R, —2k TKIIRYT /S 1 ONS R B AR A 4.5 AN H %
A IR AZERT R T HA . #E NSCLC B k4 CNS ## 5 1E 17 Hr A1)
W T4 R TCBORZE A28, R IR B % Rl 34 ICER (U mRRfE, 7E—4E
UBPE AT IRATT PD RME RN & 5 8HRIT 7 RHAT RN R T LL, 4R E
NIRRT T B A RN, R T 4 R R E

CNS ## 72 NSCLC 8 W, S/ HEIFRIEZ —. MRS B e
Ble, BAEE e M) A R . InRRe s R R, WAEEER
i W B K CONS #e#8 B o A A H1(15.2 vs. 9.6 N H, HR = 047, 95%
CI: 0.3-0.74; P < 0.001), Kk, FATEARRIIHHHAN T —4> CNS 2 8%
WAL . JERE AT R, SIEARAELL, A e T RIE CNS B i 3
V20 PP £ e AR A NBERE INE. 25 (0.61 vs 0.18 QALYs), VAT A A X}
F{K(139664.63 JG vs 156490.08 JG), fHj&, BI{HZLEINARI 5 & CNS I
i, 7S e LbAL S EGFR-TKI 2549475 R AT 2 5 240 4

AR, AT N T i m R 2 mT Je e, JekE R 2 6,
H K A — RV RAHCEUR, AR oA . IRV 3 Fhaf, A E
JEAINT 2019 FFHE K ERBEA L0, AR NG ZHE K E R H L Lk
Mgt B3, JeiEB RN 2018 4 17 FiE Sk AIPUE 2 5 H k. MHLTFH) E
w3 FhZam&id iR NG OR G I i S BORIR I N . (H5AA B e
BT AT AR, AT AR AR L 5 A AR 2 AT R B e, H S8R T 3R 4y
BAEAES BRI 9.3 BB B 6.7 15, fERXFERIBEN T, Wtk BRI
75 53 TS SR IR AR 25 35 i I 5 A Tl FLIG PR Bk iRk h o A T AR,
TWTERSNFFIL L ONS # 8 ABEW A, BT e x5S B/uiss e



() ICER {E A T-3ATB0E B WTP BRME. (ERILATHAIL, hT 25 ik TR
CABAEAT BRI R AR 3, BRAS B JR A T AP R 24 5 (1 ICER [ & 5
WTP B{E 70463, JEHXTT CONS #efg 3 Wal, W2 ICER AU ZE A F
5 V3R IC. SR E MM 2 5 R RKFIEA S, & GDP 2 REBCK,
2018 4 A\ ¥4 GDP # = B iy M IR (A 220k 4.4 5. WERBL&44 17 2018
F GDP Sl E WTP BRE, T AR, 1A S e T 3E8 e/ eiE &
JBTEALR. Bifg. REAVLIFHALT A T CNS B EE A, Ba
Bleredbnt. b, REEL VLI6. WL, ARE. T RSEHMAGEFEMmSE. 1
DATR LA, Bl AL S0 R JE RN 38 GDP IR i LK 25 S i )
, WA RRIEE ZHIX A ALET M. s, EIMEHTiRE, BHE
iy A i B BT OB T, 4 B G 2R iy AT Am) A o BB RO 1R, A4 et A
LA Rt A HEPL. fEREMSRE, C&l G XA a AR IR
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