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Advances in the epidemiology and risk factors of gout
Lyu Zhao-Hui', Hu Xiao-Dong’

'Department of Endocrinology, the First Medical Center of Chinese PLA General Hospital, Beijing 100853, China, *Department of
Endocrinology and Rheumatology, the Sixth Medical Center of Chinese PLA General Hospital, Beijing 100048, China

[Abstract] Gout is an inflammatory arthropathy caused by the deposition of monosodium urate (MSU) crystals in and around
joints. In recent years, both its prevalence and disability burden have continued to rise, with marked heterogeneity across regions,
ethnic groups, and sociodemographic strata. Overall, the reported prevalence of gout is approximately <1% to 6.8%, and the incidence
is about 0.58 to 2.89 per 1,000 person-years. Notably, two demographic trends appear to coexist: an increasing burden among older
adults and a shift toward an earlier age of onset in some populations. Beyond hyperuricemia, the onset and progression of gout are also
associated with multidimensional risk determinants. These include non-modifiable factors such as age, sex, and genetic susceptibility,
as well as modifiable factors such as hyperuricemia, obesity, dietary exposures, comorbid conditions, and medication-related
influences. A comprehensive synthesis of the epidemiological characteristics and risk factors of gout can support the development of
risk stratification and integrated prevention-and-control strategies centered on life-course management, and can also inform
directions for precision interventions and locally relevant evidence-based research.
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B A2 49 & B 3 (monosodium urate, MSU) % £ X 7 . JL# & B B 41 R0 AR T B ey sk X RO,
BhABODEZHELE, REREZENARER, RGBT KRG KR REET, UERLEBRATE, &
RBREER . THRALE, 2 EEARNNERE SRR AEMERSLEANEE, FRHX-ALH
JR B G s A e | T R A AT E R E YA X, 2021 F A BRI . A5 F A0 K% 1 #2(Global Burden of
Diseases, Injuries, and Risk Factors Study, GBD)#f % & 7~ , 42 ZRJE KR 7] 32940 5, BJF AU 5700
T, BRE RN BRI AREALT AR, RIOORFAETER, FANLED RS HAREENR
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HEER, AFATREEAR(WERK, EAMREE) T REAR(WHRRLE . B, BE. RULGY
%), BRANTHXBAERHAZNHERFEEREEREL, ACHEHSMN 2K T ERATRFRAE. F
B, WA PGEHEELTRNARE R, UEABERME., BN, ZBEN, Bt HHRERETELRE
2, fAxteeaANEeWie Rt EE, EAEAERNGRL, 2 BEEE AT £ T HEU/ET
&R

1 FERURITRRFHFE

BREREMAREEERREL, ARABRTELARAMEALE N M, LoWemEN. EAH
AlERENAXFTEBRONTNERBRAELBZBENG, AT, HEALENHRE, WRZEFINAT %
MY BARE, W% HAirE, A48, % B RIE R % 4 (American College of Rheumatology, ACR)#F 7, LK
2015 £ ACR/ BRI 470 XL I8 o Bx 2 (European League Against Rheumatism, EULAR)#F W, TAOEMETT, BEH
ZEMBAEFF R ETNERRS, 2HARELEEREEFL ALY, AXABEENLL2ATFERRT
M, BERERENTE1%ZE68% L%, KHFEN0.58~2.89f/F AEFN,

11 2EFAMEEHY 2FERRRFAHEELATHRAENR KIS, GBD2021 #4F 8 ~, 2020 F2HKE A
3 Ak 27 5580 77 (95% UT 4440 77 ~6980 77 ), “E ATk B £ 49 % 659.3/10 /7, #1990 4F 7 22.5%; ¥ £
RN LM 3260, AHEREKETE EABSO, HRRE AT T, 2020 4F 2 5H FAE BTG &R
k4 (YLDs)F 4 4 20.5/10 o VA E AT IE L T RH ZEL Y £ WAL, 5 &K E 152 (body mass index, BMI)
KE B ELF TE T 434.3%. 11.8% B YLDsPl, FMER L&, F 2050 4 A A T4 £ 9580
T, HEiE AR 70%M,

12 MR E5RBRRME BAWNRTIGTENDEZNHIE, REXABEELRLERE, FAPTHERBOIR L
FERNBAR, KEPEREREMR, WEN S £ K ERHFEN 1%~4%"1, F i ERE &5 % 475%C,
BHrXREFEREEHRMK, EELATHREEABY, Fr kBRI BRE OGS EE, REFR KM
o, ML EAMARKTESFLERARY HERMNEFARGIET;, BAAERERFARES(3.8%), H
FEREBRAALELEFE, # K {# Ff 1 & 57 P & (National Health and Nutrition Examination Survey, NHANES)
BERr, AEEAHE. KEREXBMIE WML EE, RBHARELZREESR /N, REHESL PR KE
EZRMxERED,

1.3 FERARFRME FEBEERBTA, ADER MR AEFFRER, BN ERE LR EAEL30
EERG ALY, HERABDENRR G AHRAE, GBD2021 % 3E T 77, 1990—2021 4 ¥ [E & K 4E# 47
o, B 3 Fn R F o5 b FF26.48% 11 23.74%, BG4 A 0.82% F10.73%, FHAEEER TLME, HE
2050 4E {75 65 4 4 E AP, M 4h, Huang 25095 1998 - 2019 4F 19 67 TUAF 58 (B 14 39 7 %K # ) # 4T th & KT &
Meta 0T 2 7w, F B A i — A A B8 KUL & R 3 1.6%(95%CIL 1.29%~2.2%), B P& T % M (1.9% vs.0.5%, P
<0.001); EEEWZ, & E QBN BT, & E KRN EREE 1995—1999 4F H 8 4 45 F 4 7+ 5 02%,
F 2015—2019 4F H 8] B35 3.2%, E£ % M g 2000—2004 £ 1 0.6% 75 £ 2015—2019 4 17 3.7%, “ M H 0.1%
FEE12%, #2040 FREBMNEREEFLEL, HIEEEETH. —TH N 2000—2014 5 44 T H T
GAFN AR B o7, W E A RS B E K 1.1%(95%CL 0.7%~1.5%)"); B —T B 2 HE kM IIANEH. AN
78 130 4 Ji.2E A8y TIDE 4 E 4% W i i idlz‘(thyroid disease, iodine status, and diabetes national epidemiological survey,
TIDE)#F % B 77, 2015—2017 4F F & ik 4F AJE R BB G 2 Bk 3.2%, H & B M4 44%, %MW 2.0%", B
BE M R R A R AR AR E R R A B A BAR 1B VEOE AT 9B MO 9T/ % 1 3E 4 4 ¥ K & (China Kadoorie Biobank,
CKB) A 7 41 X\ 2004 45 —2008 47 51.2 7 F [E 30~79 & R A BRI HE M A BF % (P ALBE I 12 4F) B o, T 7
BB TR B R MR 234/10 F A4, HBM, X#EABRKFRRRXZBZRHEMN, £ XK, L,
FEABARMRZREE. AARIE T, WK S ERERIK0.8%), T8 H X &5 (5.0%)0; HpEd
X A& A (9.85%) ) Bz w5 A B ik 5B M (16.13%) S B S 4L TR i T B A X(0.929%) 1" 5 )l % 7k (0.99%) 7 &
R A AR, KB R KA X AW T T (2.16%) 8. Al (5.23%)17 b AR X (2.92%) 2 Kt E & Hy
X REER(1042%) " AR Er, ZETE. BRIE, K M5RALREENRE, ERPKT FH
Ho X Fo A BE YR RURAT R o
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2 BERAAHEEEREER

21 FREMER BROEREHFBEWBHE S, SENXMHTCOALENTEENLE, £80% U
EABEAE 11%~13%; KT, BRAFEFEAWRNEINZR, FHEAFE LU ~10#>, EREEN
=, RERAEAREMEBRE M EE, EAFARNTHEREFRALES, REAHEN “HB M
Bl" 5 “KFEBUH" HFRNELRTE. 2021 F265 %5 ABF o F 8470 B R % R A5 7% 3 7 6 4 (disability-
adjusted life years, DALYs)F 4@ fr, EFit£2050 FH 3 —F £ A, EEFHERMA o2, F
DEANBNEFEETAEAN, GBDH R 2021 Bt B &, L3045 23K 10~24 ¥ ABF AR KT & BB
FHEEABS, FIMXANAR, 4xxFEILEFDFHMMTAN, H2 A H 483 (socio-demographic
index, SDI)5 DALYs £ “M” #x % (SDL 4 % 0.75 Bf sk i (H), & F R K[ (36.8%) . [P AE(31.4%) 70 5 o
IR (7.6%) B FELEHWE, REFUHLMAERERS, EERTHKX FRISHEEXFLWERRF K
HWPEERTEmTERS, REA24EGHANECHEFTAFNY, EATHELIEHMIRBNR, LHFTR
Mk #E,

22 BmEHEE BAG--NMRBHEFATRENERERRREEER, Bx 7T ARBRKRHE £ZHENLT
o ARETHENEARENTRREN., Hd, —AABRRARE T, —FFEBRNRHE n(F KERR=
191, 95%CI1.90~1.93; % M RR=1.97, 95%C11.94~1.99), @ 7kt & AN mFmER ., 2L B4
7% BX HF % (Genome-Wide Association Studies, GWAS) % Z 46 & 7 sHE Ko te A4, AL L2 BT 370M5
RERAE KRR, XM GWASK B R EMNAFTESRBRABFRERERT S AL, ROFRE B
ol 3 Wy ROBR AR AE R, Bl dm, U5 H R Kk 2 Bk Bt 9(solute carrier family 2 member 9, SLC2A9) %% %% £ Z AL T
JEF 3 /NE W B A MR 4535 & B 9(GLUTY), Hi i KRR S H At/ R4, APt NERRIE/
F OO A AR P T R BR 4442 K ABCG2(ATP 4 4 & #12 & A G2, ATP-binding cassette subfamily G member 2)
W E R 5 R ARG TR A X, ZRERNLTEINN LN FHAEXE, 40 ABCG2 % [
rs2231142 01 5 R % 5 40 % 71 F & AR MR & 3 An Al kB0, 48k, R GWAS B % i LR BR AR A AR LR
EFWAANE, BF AR “GREEETREZR/ERMEN” BHLE AT, Major £ F 260 7 A(H
R R 120 295 1)) IT R B Z AH R B Bl 90 B GWASHE %, EF AR RS f R B ACF B A & R Ak (£
B 4% Ak R B 20.89) I, I b 4 P AT IR A Y 22 N S T v R R AR RURUS AR, B HEAE W RE
Tt A2 A X 3 BE (40 B 48 /> % (IL)1IR1, ILIRN, IL6R]. X A I Jf B 45 %1 o AL 4| =1 B 45 0 75 A B AT it
B ()RIEEFGHA: BT HE Toll # % R (TLR) % f X % B F-xB(NF-«xB)# #, Fif NOD # % 1k #
& A S A % B B 3(NLRP3) 5 & 41 f A % -1B BT 1K (pro-IL1B) 48 3k NA A o R BT R j B F %35, MG
“B 57 B MSU R RAE K 8 40 e B (I F R A BRI . B R E R %) Bk R NLRP3 SKE /R4 2%
I B E MR & A B-1(caspase-1), RFEIL-IBRA LG BEMH, NTTRFILAMAE; QREERWREEZE.: #Hi
oK 7€ B9 7 [% P& 3 1 (clonal hematopoiesis of indeterminate potential, CHIP) f 3% it /48 48 i & 45 89 14 400 i 9K 3 &%
FPrE, % WK TET W 3EH0 % %2 W v 48 2(TET2) . DNA ¥ J: 4% % 7 3A(DNMT3A) % £ Wk £l £, 4o
TET2 # % #y CHIP 7 J% A MSU % % # NLRP3 K #i M IL-1B K fz, FF “#Zi02” Ao REFHHER AR, K
MEETH,BFLRBEAFLEGEMRELFENIERAL.

3 ERAHEEERIERERE

EIAT W Bk Z A xR — . T X B A R AT, E T A TR — B
B EANET T HRMERATE LAY NERELLE, BRBRMERZARLEWESE ERXENT T
EREE; AikEa b, AMTEREZZRLRIRRAT . KRB IELE & IR SR KIE KB T 7
WA AR, RAAEEN—BME, BREBANRALALETHNET S, TETHEEZTREEFN: &
BB LE > R R/ 1R R B SR> LB B ARBUH A G RL S MR E>T REABRER, Kb, B
Ml BEERAHN A E- R K R, BEMHERGRE RN RRE B RS T % 78 B R W89 %
P MBLXRPHARBENESWRAENRBAR P FAMK Y, HFRUMY EHIHETEHR
i
31 BABRME: RABNTTHREE RORFAHILT, 2MERBAME EREE I RN HIE KK
Z7M, H105%~214% £ EH¥ HA BN T ERNERTER, AFFHKRETE716%" . &
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FrETEEEZY, BRARMESRANERKARAE ., EFORLTS. BARIERMBENNELCEARA R
Y Bk R AR ER I, — AN 188894 5 5 F . ET 44K # P (ARIC., CARDIA, FHS Original
J FHS Offspring) 89 M 5 5 # HAE 2 o4 Bor, 2 &M KRB AT 5 B R LR R 2 584 & Mk E R 8k
A, ISERRAmEMEL M RB KT ET A LA G MK B <6 mg/dl XA 1.1%(95%CI 0.9%~1.4%) ,
8.0~8.9 mg/dl # 7t £ 16.3%(95%CI 12.0%~20.5%) , T >10 mg/dl # 5 1k 49%(95%CI 31%~67%)2, {H 13 F & th 2,
BU{# i R BR KT A B A E (210 mg/dl), 1S4 W RIT B EF KRG RRER, Ry wal iy EwEE
(s te 5 oM . 0% ROE RORL)ZE 8 MUK R AL o B A K 15 AR . S 3 — T B A 70 B R A0 N DL 7
Clalit f# B {& [& 48 B o #7301 385 7] 3£ 4 T MUBY & R BR i AF A& 2 (W 9K fL R B2 >6.8 mg/dl), (LKA TH 7.5 4F
(2007—2022 %), £R XN G KB MIE B2 10 F B AR KKRE F 0 5%, | kBN 4(Q, FHim&kR
8.62mg/dl) ¥ 13% W5 5 H A 10 F N R BN AN, FLMEN13%Y, HEEZEARTL T, YhEE<70
mg/dl, 7.0~8.9 mg/dl %>9.0 mg/dl i, J& R4 K & 27 47 0.1%. 0.5% T 4.9%, FH>9.0mg/dl# s EMAM
k2%, ERARRT, TERGEBOLEARZANREEZN EHELARE R, B2 KT HHZS
VINE, AENTHRBIFE>90mg/dI AR, NEMNEFFATH., RREREESHAMIT,

32 JERERANEREHER: R RRLENMEERE, BRABNEREN EBERE ZHOTERES,
JERE R B R ESMEFER TS AETEBXRRENAREEZZ —. AFARER, BHAREHEK
BRoEMENAREGEEX, TERRBEANRET RN E XM X, &E KL (Mendelian
randomization, MR)#F % & I, JL & Hi JE B 71 5 w48 5 09 08 ML 77 B P (IVW % : OR=1.19, 95%CI 1.06~1.34,
P=0.003)", % B — 7 2 T8 KUl R 00 9754 0] 11 B34 89 10 48 BB ME 0T B 25, AH 3R T 2008 —2012 4F &
#, 2013—2018 4 %10 B F P BB H Al 1 32.6% EFE377%, ERBEN(0L)EEBMIE R, HPERHE
L (45.7% vs. 33.3%) ), EAREENZ, BRI TR T A BMIRE, WA R T 6 E B RE L.
DL 5 1A [ J& 45 41 (body roundness index, BRI). W /I A i 4§ 2 (visceral adiposity index, VAI)X 5 # 7 i A5 B 7 %
5 e 5 ] 0 o R AL KPR R BR B T A A = ) MR AT AR R, BB R A AR 5 R KR A R 3 o A
x, TOEHD M B o AT T fE B — S R E R,

WA, FREN, BE R EG A EFE A, = BEH m# & - =46 5 (TyG-BMI) 45 # (= BE H
W-HH R R ERR)EH 20U, SR EEE B TR E 15%0, BRI T B n B RER T T
JE, ERERAHEZTERRIET ML RBRAFERTERHAH (38.9%1s.63.8%), EEEZMNET, HE
AHRA#EK . ERTERRARE T, 15 NERET E>10% 5 H & 8 XX @ 1K (HR=0.73, 95%CI0.62~
0.86) X & K& W& T & (HR=0.71, 95%CI0.60~0.84)7% X< 2, [H M, MEREA 2 /LG B AR, BLAAL 4 o R —
FHGAKMEEPRETHOXEEL. RB/BREFARTREIEAZTNKBARBRER, EREEH
] o R R 9K Bl T B G A 2 M R AR R, An B R B FE T
33 ZEEN: AE-RNXZWH, ARIAFERT —HELEEZ H5-MESARSMHEL, ZEENSHEN
AW RBKERE, EAE-REKXRENH, HLETEEZ P L EMIER, T8RRI ATP 2 M5 o
b . WH GRS RS ELBANE S A REY W RBRAAN, £ THE 4 HRAT(UK
Biobank) £ 401 128 7| £ & TR M A BRI 2B &, GARRBEH AN, B MY wT0E KRG o (HR=
1.69), HAREMERE, NeME; FEEAKE>s ki Bt — 53 n(HR=2.05); %BEXELALERE,
WLV R SE R E B R B TR (B 1R /d: B HR=1.60, %1 HR=1.62)", % [E CKB M 7| (51.2 5 A) o H# 7k &
T, CEERNG MR o % (B M4 E &\ 280g 7B it HR=1.57), # — % 3T ALDH2 5 ADHIB i & %
RMBERETATEE, HEFN S ZEENS B LR A % (HR=2.33)09, R4 # 4 B A2 & R 1
FF R F, DREAT AR R R e TERER, RaRE CEENE SR i MU o # 2 B R
B, B S ERIERE XFHFR L8, AEREAREREEEN, IR EFNEETEARE £,

34 BERSRER: REBETE, ¥0FBFENHTRE SREMMCEML, £—EBa Ko~
SR By 3% LB RN, (3 T R BT B A A E B AT BE MR R . Mustafa UV EY R SR (SN 41 T
R, RESNMSM) BT, KEFHEAEBRKEDREAFBDLETETREARAKG; REATESED.
CEA e R, M AL REANR AR 6 & M JE B A X (dietary approaches to stop
hypertension, DASH)Fi # # ik & 7T sk A B TR R B, EIAAEFENFRERA. EREHHNEH
B OEMEEAENG AW ARG U D3 oA X (OR=4.76, 95%C13.37~6.74, P .,;<0.001)), Choi %@
JE M HTEVEA I AN 47 150 Bl A TR R B M, ST 1248 X, LW (RR=141, 95%CI1.07~1.86, P,



=0.02) 1 Hf £ (RR=1.51, 95%CI 1.17~1.95, P ., =0.02)8 A\ % & FUR [ 3 & 40 %, 77 16 i 7L 41 5 A\ (RR=
0.56, 95%CI0.42~0.74, P,;<0.001)E fiAfX; EAERENZ, F4ES M (wET %, 7 3)H R K
W, oA M EA S A EA R R B RO, X — &R, FAEFEE TS RN
o2 —BH, i ES RN EESNACERH, 28RFG3IFTAN)H#—F BT, 2FEATLXERK
ty 9 L& £ R A % (HR=0.528, 95%CI 0.345~0.808) [, X H M # R B &4 F 5 H 2 TN “F R E b4k
£, WA, TEMEEFCENS BN EBRKA XS, MATHRDBERNELRNRS, AEAREF,
A RAEVORHIE A X MR, MR T I AT e B AR BR AL . ATP 438 K AMP i & B 08 R #E R B Y, &
GAFM BT, A B KR (RR=2.08, 95% CI 1.40~3.08)F1 F 7+ (RR=1.77, 95%CI 1.20~2.61) 5 J& N & 4 J [ 3 fm
Mk, TLREENK N T x5 (RR=0.85, 95%CI0.63~1.14), & T &4 &AL E 5k o0 B E % RN
KW E R

MNERELHERE, BFESSHERARNREFE X, B MM AR 5] 3 o 42% 0 49%7, T
76 B R E A (dietary approaches to stop hypertension, DASH)&*& O A R G R XX e A R los]
BiiE, KEEEFNMERBRAFHBEERE DT RERNE, BT HhGFEEMEESEHA, HES
RETAREGREERGHE FH-—FRANRS, FEEANE, AL BB R EERANERFTR,
K% EFETAREMELBLED N, Hib, MRTENMLE, BELRZERXEHAEETHME, EH
BIRIEYE S heE 5, FEAMENEEGAEFEF REEN -, WAILHEE,

3.5 HYMEXER: METHRMNE, EEENLTHRIEBAH HYHEXHRBOE/HAETHEANE
FHTEREZE, 5 RAFFREZEMAL, AARZERERE, BEEZBENRY RN EAEER, ARAE
TR —RNE AL RS, EEMRBRAFZTEANEMAX, ABHIELN6%-21%. L TEE—HITLHE
4% % (General Practice Research Database, GPRD) #y fA %] (91 530 ] 7 & & X)) #F % & 7~ , # F| & 7| (OR=2.64) .
wE vk K Fl & 7 (OR=2.30) 34 5 #1 & RUR [ 38 oA o, = 3K F B U 3w & 91 | (OR=4.65)"", &M ET
TEREANKE. WEBRETERREEGRERNE TREE>80%), A FXALHREME, BASFOH
ERR, FERBIT G iR E H 473 mg/dl A £ 10.63 mg/dl, 84.5% #y A W I B R B AT, # E A
PR R, S MR B KUK 8 T — A A B AR 16 KO T (SIR)=1.42], EL52.8% X 4 T# ¥ J5 24~ A
AP, RF£ELRALEEEHE G T B E 444 % 5 (FDA Adverse Event Reporting System, FAERS)# 747 i1
FW177f SRR REM RO G4, B DEEH/HVE ., BLrRAT A (P EES . RABEK). A
e OEBR) R FRMEA A (X A B Xk ), Fh, XTHREZHMEREAR, REGYTEME
R I N — BT R — Ty % 3

36 EF: ELZRBEAZTRERAMINOKA, MEHCEEZHNEIEREIE BANFSaaE. BHEERE
. ERRASMERFELEFD, XUEF T ETRLY N RERE R AT RBROERE, 75—
FTHMTEG M. R ERT. BUEXEMGYREEEE LA, i, AMREE S LEE R
Bk ABRKEBRRMEENTE, MHALTRCEH LB IHRAREE, X KERNRFAEL, NEE
SARMEHEMLFHE, MEFTLENEREZHEE, ZTWA. BEMK. PREDGERE. FMRKER
. MARKREE) ZWaHEE, B SR IHENETENEEXKET, MEHNARFER,

3.7 MXARER: BFNFEE, EMFEUAINRCTERLCEHZHF HEEHAE. TETEDE
BEHFHNFRZE X FE, AAHRRET, BREZHEHBRAR MR AL TELERT, B RESR
W, EHIEHRAERFFESRENRTT, TR, EABAB L FARAN T LAY EZ L EGRR
i A 2R RUR 38 oA X VS, R, WRIEREE M EERAEBEAE . YLH R RA R WEMERT,
WMARUEGRR., 2B, aRBELESZEEREZFY, KEEFHHEERRY “FTXHAXER" R “HBE
A& &, MECH TP ELHNBROTELLRE X,

FERBWE, BB KIE R M “KATIEIT (treat-to-target)” H AL, B AEHLIE F IR B 25 40 36 7 A
b, W RE KT RS A AR E A A3 E R DU R B KT 45 1 78 <360 pmol/L; X T A I
WA 18 KU X 3 K BB B <360 wmol /L AT % R 1, T % R i R B K 4% 1 7E <300 wmol /LI,
AR E, RE, REUCEEN, AUELENAEFRBERTEN AT N EERS TR, LEX
FEATHRD KRB A oM . BIRREFE, FHERK. Sh/E. BEERARERERE KRS L
FRA, NTTREBKNEENE TR, ENEA, 2—EFFATHNLRER TR EE A
R, MARBERAEERRERGYET . Hik, 2T ERIEHE, BRGEL LR RFEREET, ALHEFR
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AREBARE, FIREMAREE, TEAREERTRE4ABRENTRESLSRE, HAs
B E4, KMMESEBER(H), EABNESEHAREETH S G kT e Sk, Hadas
HH. RARFERARM, FARK AACE KM AT R R, 2T AHKA 5 RA WL
FHARATALRTOARARE, HUFERER, RESSEEREAE AR P TAFFRIAL NS
7 E

4 BHESRE

SR, RRE R —ANIREAREASE T A, ERATRFAER RN BRE LKA HE
GNEREEE S %3%&“% )" & “RAMERAH” HAFMERERSY . Hib, KK G5 R
WOCBMERRIET H-FERUAEGANEREARCHNR L EEFEEEY: ALESFOEN
B, MERRAER., BRERRMAE., R#RERIIREFE /MK, mﬁ%iﬁﬁ SAEUOR A T8 %
A, WRBEHE, AR X OWH; AFFMTENE, NaAXEE/OR. KB, 5ELRERE
Bt miE. BERAREFREEERERFEREEXTRSERES FHTH, dFEFR®BMLE, LX
EMEREEABHHFATHSHEY, HABRMEFETATRREGHELTE; AXFNE, NNEERENILE R
#H, Z2ERAN, FHRBBRREREGRRIVE/BRAG, REHNFE, Z2UETFERBTEAREE,
WO BRARE LR RRE. ERKREEET, TEeFR, A MRBRACE., LR/ NIRRT ER.
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