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Abstract

Myelodysplastic Syndromes (MDS) are a group of heterogeneous bone marrow disorders originat-
ing from hematopoietic stem cells, with diverse clinical manifestations and prognoses. In recent
years, with the rapid development of genomics and high-throughput sequencing technologies, there
has been an increasing understanding of the pathophysiological mechanisms, molecular genetic
characteristics, and immune microenvironment of MDS. This progress has provided new perspec-
tives for early diagnosis, risk stratification, and personalized treatment of the disease. This review
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summarizes the pathogenesis, clinical diagnosis, risk assessment, and current major treatment
strategies for MDS, including supportive therapy, low-dose chemotherapy, targeted drugs, immu-
notherapy, and hematopoietic stem cell transplantation. Meanwhile, we also discuss the challenges
in MDS research, such as the unclear mechanisms of disease progression, issues of drug resistance,
and individual differences in treatment response. In the future, through continued multidiscipli-
nary collaboration and the improvement of precision medicine strategies, the survival rate and
quality of life for MDS patients are expected to improve further.
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1. 5]

B B A 7 25 5 1E(Myelodysplastic Syndromes, MDS) 2 — 28 &2 5 T I T4 o () g s, e
FBRHE N S ML T R S L AR LA Bk DA RV TE B e S SR & U (AML) B XU . B
N FLZ WAL AR I AR AR W25, MDS [i2 W Zeid aE 4t i, FLlm PR BRI TS 1 H 25 52 21 PR X R
TAEE IR . ARLRABTE RSB MDS (AL ISR SH . K52 2 S 1 1) 32 BR YT 5, 3R
Tk ] P A0 B i R LA I A S B P A P BT Bt . I o [ Y AN FE BRI R A b, IR RSk
MDS FIFEHELTT FIBTRTT JT iR PR RIS L HR SRR SR

2. MDS HIRfER 5 F & w0 H

BB A S S T (MIDS) & — AR Y 3 I T 40 M 0 R e s 3 S S T A 036 I 0y R A
S JE AR, 36 L3 3 b A A MR 1 R (AML) . JE4ESR, BEZSEEIMF AR M, AT
MDS [t R4 FHLHI A T BIRNI T R
2.1. BERT Y FHLE]

S WRAZFER MDS H R UL SR R AR e RNA BT 42 . RAEAL % . DNA HEAL, 554 SR
SN TF LAY FE o 1X e 58 AR FL K40 55 SF3B1.SRSF2.U2AF1.ZRSR2 (RNA BY$%), TET2.DNMT3A.
IDH1/IDH2 (DNA HIZE4K), ASXL1. EZH2 (HEEEM), LA TP53. RUNX1 (B )5 [1] [2].

22. ARBREERE

MDS & 2] 50%~60% (7 E QL ik /i, W ILEA 5q F1 7q Bk, 8 Sk = 1A LL R B k%
B, XS R B R BUE R R BN R CEE A ), BRI R IL 2 MDS 1R A [3]-[5]-
2.3. KRt
2.3.1. REMEM

MDS 2 R AR 136 LT 4R B FE RS G 5 1) B SRR R, s TGRSR 1Y) 5 o 1 36 L 3% T Vi
N MDS, AR RER N AML [6] [7].
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2.32. RIEMRER N
WEFERW, Se R RS MDS (AL A 5 24E A . NLRP3 2P/ IMARIEIEBA 9 & MDS
T G AN I A T 1 S5 BEAE S 8]

24. IFREXFRETE

RS : X MDS 8% 2 FOIR N ER AR IEAE S LI R B, A28 &, TG PPy RGEANR T T
%o RAKHRAETZW, W70 R AR ST AT B AR N A E9]. 1677 3G X MDS 701 HL ) 2
AT BB HIIG T SRS SEAE T L2 o Rpo A2 S MR A% SR AL B/ oy T HRI R R T A, 7T ey MDS f94>
PEALIRTT T RERT &2 [10)38 X MDS 38 4% A1 73 FHLEI R AR TE, BATA DI 1 o5 s 8L A4E #2723
fift, AR BVR YT A B AR AL TR R A AT

3. MDS SIS M5 R

HHERE LR A IE(MDS) 2 — L5 PEAR 38 (0 B R B O , JLI PR R BRI BUS 22 52 835 . e
[ IRV 53 J A A3 7 SR G HEBE SRR, B A TR ORI R, MDS R4 J2
VRN
31 BHISRKSETR

311 BREGRKESTEIR
bR UG PE2 R GE(IPSS) M HABTT R (IPSS-R) & MDS XU 73 2 3Rl T B . IPSS-R 7£ i 2 95 2t Jie
FAELE AT IPSS, JoH R ERRS: MDS &35 i R BLH 5 & i UG v 1 [11]-[14].

3.1.2. FFMRIES R (IPSS-M)

i, AT EPRBUE RS RE(IPSS-M)EEH, — I 70 GenoMed4All Bx ¥ 1) 2876 15 )5 & 14 MDS
SR AT [RUBE 73 BT o 25 SRR BH IPSS-M 2035 1 BTG I PR 28 s T- IPSS-R 15 X 43 (A AR A7 32 1) —
et 0.81 v 0.74, THEIMFGAETERE—FME N 0.89 v 0.76). RIAH7E S LE A A AT K I 51 fry 5 R 20 4% 14 B
Hhth R, 53T IPSS-R 202 HIEL, 1PSS-M XS 4LEE 46%[1) & vk 24 728404 51 23.6% 411
22.4% 23R8 AT o AR/ 1) . FERESZ I AR A (HSCT)iR T g #H, 5 IPSS-R AL,
IPSS-M 2 3& $2 iy 1 o090 B2 R DX, IR AL s A0 N 2 1) TR (e A A2 v () — B o 0.76 v 0.60, HEZE Ny
0.89 v 0.70 EK). {EHZCH AT (HMA)GIT I fEEE H, IPSS-M KB Ma s B2 AT 70 )2 5
N FF SR T R A AP A 5 IPSS-M XU S Ll o TR0 7R B IPSS-M 1] 203% MDS 15 7, ]
AEFBUE A B IE R HSCT MfEiE N o BREER 98 4 A R 2= B 7] 2 58 8 HMA U, IPSS-M 18
HEARAEAE FANTC MU0 A2 A7 R TR b LB SE A [15], JT4EK, IPSS-M 1F4) 2 G Mok i S 3s 1 T I
PREZERH, 45 TIRPRIGIT ARG . M pe 3. MECT IPSS, IPSS-M @ ¥ @y IN4s, BN 7% A iE
Ji e AN ABAH SCREIR A VPAT, AT BRI T B A THURURE v (R S . B AR5 B A7 M i R el A B B
R Rl FE RO B H R AR IS, ELAE IR PR S 008 RO FD B4 43 A 75 T L 4% T 5 1) R
BRI E S IPSS-M GBI RATE R &R, Be8 N AE TR E MR ISITE R, 3 BB Rt il e Va7 7
%o R IPSS-M FEVFAL B RER AL J7 A, (BHMAAE € RRE. 5%, IPSS-M K
I T AR S IR B, a2 FR bR A B B 0, T BT e i R B P s (B TS IR &R,
Rl 2 AE B R LS B AN AR T T B O A R ok, R U T 5 &%, (BAES 24t
ol R B AR T, AT T BEAEAE — 5 ROMERAPE M . S, IPSS-M TEAR [R] BT HLAA Hh N FH T
Z R BIR A AR A 2, SRR BRI ATt B, AT REAETE — SO A RS AL T T PR .
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3.1.3. ML TmEE

AT B AR 5 T4 G 1 IPSS FT IPSS-R, @i 4 5 2 I KA S (W R ALE B 1697 R VAE)
FSEHE R E (SR, ARSI gt R HER B AT AML FEALTIIN . o R A K Ed 20 A AL % 2% ST 4
AR, WM AL R, MmN AER M, H IR A TR IR YT sk b % S AL UG (5 2.
XAFAFA A BUAE VP SR TS R AR T 7 7, B3R TR e PP o R G A FILAS 2 51 77 1845
AN AAGRESE, FFR T A EAC TR 52 A7 7 TR0 s A 17 R SR B 2 B o #4540 7 T A
FAEGE ) IPSS Al IPSS-R [16]. {HAHE: F4£ 461 IPSS A1 IPSS-R, R RS HERIN J7 H BA L #H, (BiF
E—LE R R B, XK E SRR R, B EE RN EEAER, 0T E R S
MEFE . R, AR R RET I 40 & 0 UK, ML FEAN R B 4R B E . kb, BORTIHER
PR TR R BRI T HAE— Se G T B e, AR GV oy R G000 DR 167 B0 5 I BE ) V2 N

32. FFFBEER

ST EEE PR T MDS B R RE M FRAE, ESCRIERAAE TS o Tk N,
X RAR K G PR 285 A L2, I BLiZs H TG R 2 W 10 TP53 RAE: K4 10% M N BA E &1
ZAUCK), & SXCHPIFLL BRI AN 625 7, xR AR E AR TS bR EY . R0, CK-MDS A LA
I G R SRR R4S . N T 58 3% CK-MDS JBH R4y 2, — T 7i444E 7 EBs MDS T1E
HILIEN 359 5] CK-MDS 35 IR . 75 55%/1 Bt R BN TP53 /A, iz, = Al TP53
RAL 5y G S AR AR ARG, ORI LS BRI ARE . 2B EARBA T ™ £
(ML E < 8.0g/dL), NRAS %748, SF3B1 98748, TP53 5848, Tl JFah 4 i1 4> tb(>10%), 4 3q,
Fw 9, BN 7 HERKIAEGFRK. 5 CK-MDS HIZEHIA B XK 2L 5HUE A R TP53 A8 )%
BRORBN A, I HLaT DUE I % REIG R A AZ RS R 5E 3 . TP53 RAER %M MDS & L, F 54
KT A 26 o TP53 S8AR B 35 8 5 1 1 B 2 AR AR AN AL RS AR, Ik SRS AE 5 e 1) i A A7 B AR 2 [ 17
oy FIEAL F1E MDS 2 AR T R B T B BRI AN R R AR G R R, AR BRI AR U
B FURPEAANE IR T SR AT, HRIRMAE FHARMAR R, TEESEHEEER, Wit
SOk HARHEACRRFEAN L, X BE PRI 3R IR 1 ARG PR b i 32 8 AN 2
33. HitigHio B8 TR
3.3.1. ZSHRAMMA

Z 2R G ARSE MDS FI2 WORI XU 7 2 B EEAER . el LRI R ) e e R A, A
T a7 IR B AR AR [18] .
332 BAERGEY

a2 RGAE MDS (1A WL 88 B A £ o 4 G 2R IR AW N XU 23 2 T B, mTREA B Tk
HXHRTT RN B TRI[19] -
3.3.3. ZHRLHR

BT 2 A T LA AR AL I 1 AR 20 2 TR, SRR TERE A 40 0 o 928 24 4005 7 THI [20]
ZE LRTA, MDS (12 W 5 RS 2 )2 IELE A RS 4L AN 7 R 8 o B 454 40 T AW s 2
el ARk AR 732 T B B SR B M 1 TR SRR 9T e
4. BRRHERBEAEMDS) AT R

HREIG A T H SR A IE(MDS) B Z R R AR ANG YT F5 ok . R IEHRTE 2 T 0L i EL g s 7

@kt
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R, HIRTRFVRER, HRZHIEIRIT HEADNEF RO,
4.1. KX MDS KI8T

4.1.1. BRTEERTTREG

R BE Y AR 7 45 B AE(MDS) R T 2 2 H AR & B 2R L Yk i 75 SR04 m A v i,
BEH bR G 2 MBI RS, DRI SR, RRE R E, HSRE KA. B TNRT
T 1) LZufufii: SRR MDS BB 1) ESCREIRIT ik, TR gE R AR TR T, (2
CLARM A R R, & T R PRI LD A AR R KPR T 500 U/L RS, JGHGZR T 200 UL ()&
ESA [ %5 760 45 24 ) ] $18 g 2188 (IR B, b A i 75 3R [24] [22]

4.12. B5YNETT

KHACFERE: Xt del(5q)FHM: MDS &G4, —I 3 WABEHLXUE W 70 iFAs 1 205 1 E bR s W4 R4
fIX/7E del5q31 - HEH A 7 SR GAE A ML AR 8, SR AE 28 RIFIAMIEE 1~21 R(n = 69)H 52 kI
e 10 ZoilR, SRS 1~28 K(n=69)8:%2 5 = 5w/ K; sz E5(n = 67). 16 J&Ja fu a8 A% FH ok H8 B
B AR, S EFIMEL, RACERE 10 mg F15 mg 4L B 2 H 2 S2BL T >26 A RBC sy i
(T (FFL ) (56.1%F1 42.6% vs 5.9%; ) p < 0.001). AKiLF| RBC-TI b7 #5 £z 8] (A7 Bl i s 1A]
1.55 4F), fEARBER N SMERER A MHAML) K EE T, 60%% 67%MSZMAEFFE:. AL 2% N 2 2 53 i)
49 50.0% (10 mg)FH 25.0% (5 mg; p = 0.066). KPR MM 3 4 A A7 %A AML K73 71H 56.5%7F
25.1%. >8 Ji ] RBC-TI 73l 5F0ET-F1 AML #f FEERAE T AR XS RS PRI 479% 1 42%4H 5% (p = 0.021 F
0.048). ZAMESZ MRS — 8. RIS MAEAR/ G delSq B Rl 1S A8 53 254 1R Iy A s B R o2
aiff), JF HEA W HSZ I, (R IR AT DARE o6 7™ 25 4 gk /D [23]: KIS FEJZ (Lenalidomide) ££76
T BEIE A S SR G AE(MDS) 7 TH A s B0 48 5 BAG 4 8 G A i g (U 50-) R B RIFIYT 3%k, I Re
e BE W AEVE R . AR, BRI ARSI RE R EIER, e SEA A AR RS, IE o6 TR
R T DRI B 1 SR T O 22, RGP ) 5 AR A8 () SRR I VT A o« 00 T Ik 25 B s R 90 AH
A, HIMME. 2B EUS AR, IhRiE ORI .

4.1.3. NFIEERENH

I F ERAL R (HMA) AT 2503 e XU B BB A 3 S5 S AE(MDS) B I A A7 22, (HAEAR XU 0 v 1) e
T . — O R AR T A R E R 2 KUK MDS 5 MDS/MPN () 113 £ N i, BEAL 2 e B2 32 i
FLMIAF 75 mg/m?2 E8 ik 915z 4 H B S Al 20 mo/m2 BBk N AR H, &S 3 R, —AN 28 REIEE. 1E
WF 90 5 5 e MR ZR(ORR) . 7 2012 4F 11 H & 2016 4F 2 H WA, 113 Bl EH52 TIHIT: 40 51(35%)
P2 B LM TRV TT . 73 B(65%) 3 2 i P A e 36 )T - R ALEERS A 70 %5 819% M B A B 1- KU B .
Bz I b Az B0y 9. H PG At s AR LM IR T I Y ORR 43519 70%41 49% (p = 0.03). i i
PEABVE IR YT IR T 32% ) A L T, T AE A BT LR YR YT I RE 16% (p = 0.2). ZHfuiEifE
22N R AN 61%F1 25% (p=0.02). HARETVTE A 20 AN H, SR AL ARSI 18 N H M P A
AR AL VAT BB B 20 AN H AT 13 M H(p = 0.1). RTINS RAF, 6 FSET-H N 0%, 7ERX
& MDS #1 MDS/MPN &35 st G & HMAS &2 28 R . BATDOHIR XU 0 B 4R S22 i A A ik
—BWHIc[24]. L5 ERTIR, KRS MDS BIRTT 32 B T AR G ST AN S L 75 SR o SCREIEIR T QN 2L 20
JL g AT ESA & T, RIS FE e G 77 B 25 W Bk 25 W FE R e S R /R tH R AF 7 238 #i 2t
R P D AR R SR AL T . RORIIBIT AT RE S TEANMEAL, 4G A AR R g A
FHIE o /NI 25 R ZGWIAE VR TT i B0 AR 7 1 23 B IE(MDS) 77 T A B AR A7 I L (ki i it Ik 52
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LEARRIER SR, UGS T2 sm AR B . A1, TR EZR AR, HAES
TR I BE AL, HIGVEMRIG A, AFAEIRTT BOR AR E R 251 7]

4.2. EXEE MDS 89857

A T AR A A AN 1) U P L A B X o XU R A 2R R SR S AR (MDS) iR T
B H bR K AEAE I ) SV RS T 1 L5 (AML) R A R XU o BLATR J2 24 HiRIHT X 10 9R 97 SRS«

4.2.1. REREMDTHBEE@Elo-HCT)

X ST ME— AT BEYA @ RS MDS (YR TT 7%, — T2 HL AR A S8 LU T 50~75 5 AR i
WA S SR R S IO R S B PR 0 1T 2 RS AL S5 41K P A IR T BB SRR T, 2T — 2
O, VLR, SZE R 50~75 ¥, HARE AR Mk MDS (IPSS H146-2 (Int-2) 845 &),
AR AT 53d 1Y) 8/8 HLA VTHC b4 (1) N 5 3 AR I N 25 5 o 2 H Ifi v R B % A i A Y
BT . EIEMMAE R 2T, DLAIETFIR MDS 1697 2 ik 2 J5, HE/FAE &N E . IRIERFE%
PR 5 BE F R B R HE R HLA 2 BURD JE R I LR B c b A8 R, W AR 2 o L4 (A 4 B0 b 2
SARE I BC B AR, R TERA A S I AR S8 0 Fe B AR 4 . FET- B 90 KA 2 45 i
R E A I A 1 32 A B AR o AR 2 b . WF SR & 2018 4F 11 H ], £ 34 AN dRSE T 384 44
AR (HER n =260, Toftfk n=124). BFTCALEERS, PEA, KPS, IPSS XU, MDS % fe SE I [a] AT
IS A IR TT B SROSLTT TRUEAS ARG 1P AT, A7 3% B85 1) R s BE U7 I8 (8] 9 A4 20 34.2 A H (BE il 2.3~38
AN HEALA 26.9 N HGER: 2.4~37.2 NH). SHRAB NG 3 £J510 OS N 47.9% (95% CI:
41.3%~54.1%), TN 26.6% (95% CI: 18.4%~35.6%) 7t LAk 4lH(p = 0.0001, #i%f % 5 21.3%, 95% Cl:
10.2%~31.8%) . E& AR KM G4, HCT 478 HCT A B Y 3 4F 0S K BB H(47.4%
vs. 16.0%, p < 0.0001)F1 LFS (39.3% vs. 10.9%, p < 0.0001). £5i&: FATMELRIER B IPSS KU =
WK MDS Int-2 &3 BA W2 OS HL#[25].  H il e 5k DA if 40 B A% A8 A7) 42 i — 1T B V6 18 51 /& MDS 1)
T3k, RERTT AR G A S 4R S E(MDS) BB A BT, BAEREE T, RFealext ToikiEid
fiva T IR B . AR, BRI R A TR R, RN WA R, RN S R (R
PLAT HLA VLHCAE R S HR 52 2 13 ST AT . B, REH AR &R, BhEeE—grmm
P, TR R ISR B A .

4.2.2. ZREHLZMHMA)

AZA-VEN XA RIT T o fa i M 2 3 S5 A iF J8 3 — Pl T 52 FLA 3ATR 7 3ems, Bk 2ok
AEH #(93%) . —TIHEFCUREE 17 BI4ERS > 18 £ HMA ¥)ih /G MDS #, s/ 4 NEII HMA i
J7Ek CMML J5 & RIMERTE MDS. AZA 75 mg/m? IV/SC #E55 1~5 KRG E(3 + 3 Hik)H 28 RIEH
1~7 KRB 1~14 KRR — VEN. VEN FIERIEFERER CYP3A St TR . FER L R
A AN A2 (1 #) A1 ORR (11 ). #i% 2021 45 7 A 31 H, 17 Bl H (R Ar4E#: 68, 1 58~84), 6 ffl
37 (35%) 3 R 2 (A%, 5 91 (29%) 45 TP53 2R48 . 7F 7 & Je Ry i v, Je syt r i 8ok 1.(1-5).
ERREUERS, SER T AZA-VEN FHF A 308 3 (0~10), Az BE D Iy 11.6 . VEN 7l &t
FEEH 20 2 400 mg. e LI 314 DA RN L/ IR kR (35%) i 8 Jak 4 (29%) A Hh P s 4 it st/ e
(24%). WHFCHRAE 2 BIILIE, 30 RIET-H A 6%. 15 4 EH VAL M, RIS Em T80 14
JAIRIRF 7L 2590 . ORR N 93%, H.A 3 f11(20%) k4= AML #4b. #ExF e fa ABEd, AZA-VEN 2 —Fh
AN 32 BA RBUE YT SR . EfHERIE, 5% | IO h s 8 4E % =10 ORR,  H AZA-VEN JRY7 /28
HE aHSCT 1 RMF 2 [26] - 2% F Ak 24470 (] LA R0 b G At V52) 70 Y6 7 v XRG4 5 5 45 A fIE(MDS)
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JrHRIU BT AG RENS O SRR M BEE LT R S A 1, HRIVE B gty T 29k SR,
M2 PE R YR TT SR AS— PR DL KT s oR 58 e 1, BRI 7 H 2 R

4.2.3. FXIBTTHE

IMMOL BX& AZA X HIYA 1 /i MDS 38 Wom A B I7 808, — T2 o, 2 SR 7T 1FAS 17 IMMO1
A AZA TENARZIRIT IV E AR MDS 838 11— 2R 7 2 At ke . N B H 1 > 18 %,
rH RS ZE A XU MDS (IPSS-r > 3.5), A& 4t RS 1 Bl 5 A A TT 1) 26 2 AE B> 28 R JEAR D1-7 1,
REZIBIT I MDS 4 L 2.0 mg/kg/J8 (77 & KA IMMOL ATLL 75 mg/m? (718 N AZA 4525, 1)
#5 CTCAE v5.0 15 RN B (ae). HHE IWG 2006 (MDS)FRUETFEALI TR, 45HREM: M 2022 4£ 6 H 29
HZ 2023 4F 6 H 11 H, L 54 #lE# Nik. HALEEN 64 (30~83)%, Hr 39 (72.2%) N 51k, 52
(96.3%) ] ECOG > 1. HR 45 1PSS-r [ AU 7325, 13 11(24.1%) 9 AU (IR) » 25 151](46.3%) A i KUK (HR)
16 1511(29.6%) 1% = RS (VHR) - #5 2 2023 4 6 H 11 H (1%, s Ak 15 i (74 5.6 4~ H (95% Cl: 3.6~7.9).
TEFSZHIIRIRTT =4 DI 22 7 ROV g b, S22 (ORR) N 81.8% (18/22), H w4k
(CR) N 36.4% (8/22). 22.7% (5/22) & i CR (MCR) ML 2% 2t3 (HI), 9.1% (2/22) HI 1 13.6% (3/22) mCR.
TERSZWIMRIRTT =6 A 17 BT 3T A% 235, ORR 2 88.2% (15/17), HiH 41.2% (7/17) CR, 29.4%
(5/17) mCR £ HI, 5.9% (1/17)f) HI 1 11.8% (2/17)/) mCR. IMMO1 (FEf&7 &= 8 3h) B AZA 1255
WA R0 2V, FEAEREIRTT B RS MDS B3 o o B A AN a7 s s R [27].

4.2.4. ATTiERR

RS, MDS 193677 IEAE AN AL &5 07 UK R - DT AR HETR T QS 2 DA A2 LA 25 24
IR LR, (OB M 25 G ARS HE R 5 07 5 s HH 208 B TUS 9 0. IR IR fE AR R
WO IR 2 AN T A OSBRI [28] 0 HAR S T 558 AT i e KRBHE MDS YA HL
H R EEAE, JCHGZRAEARUES MDS H,  GeBe il ik nl Re R BAR KR T k3%, #E i XU MDS i,
G pe bR AL HE T HORBERE, PR S B BT IR T (A SR B AR 7 S A 1 7R R ) IEAE B P A B AR AR AU
FHEFROER . HREEIIH R CRE P ALY, TPS3 AT RIAIHT CDAT Bk S H 2 IEE T K. B
b, S EREYE IR AT P L I BE T AE MDS AT A [29] . Z5 LRTA, MDS FIIR ST TS TH I it
LRk, RUELE T HLHIAE 20T R T TS 7 Se Bt i, (E AT 75 5 2 AR T AN I PR U6 R 50 F8 3 1
i AN A

5. BFEIEERESEAIE(MDS)RKMRAE
51 MEiaTrSHEES

ARK MDS #6977 AR SEINE AR ATS R 22 . Gl T — A (NGS) AR, W] LUK 342
Wi P PEAS RIEE 0 4 8 RARHMEA T T X AR5 V5 VR B A AR, 20 7RI 10 FE 3 A T AT SRS
B AR R IR, AT e ¥ T DA A A R [30]

52. RERGES

MDS 50528 28 8t 2 1 At L8 B A B 22 0 B A IR 20 o ARG 78 1T BE 2 B S e s WA SR M, DAL
= BE 0 E ARG TT BT o X7 ik ] 2B £ A SR SEE,  DAE B U M R A g R G
MDS FRYERT .

5.3. RUBEZEFHUEUIRED
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RSO TITRR RGBT SN, UL BNSWr . P PG T N X EZ ST, FIH
ST HL AN 2 415 7 ORI AIE X S bR S e R S FH [31] - AR MDS BB 787 TP S R AE AP IR T
WA RWBAL AR EIIIIT A BRI M T AR A S5 TT 1. IXSEHT SO A B T 9 MDS
BB BRRTT BRI AR . 8 2 2R AE M HEBOR RN, MDS B BEATR I 7R RTS8

6. 4518

NG AL R SR A Ay — IR A e B BB LR SR, FLAR AL . TR AE DA I PR R
IS I Y R 2% 22 B o JAER, BEE SR 70 3 Ao K vt B PP SR IR A Ji€ , % MDS
19 BE A B S > AR S T RN, XM RIS W, KU 2 B ARG ST 4R it
T B S Tk IR, BT R SE I 23RN G BEIR T SRS AN BT IR R AN, IR AR SR T
W R B R E RGP R . R, SRR AT TN I R SE B rh BUAG 1 2 3EfE, MDS ATl
EZ PR, QI AL AN TS A T T 24 e AU DA K P 23 B R B VR T T R MR A . R
Ky Wit P BEE B AR USRI PRS2 A A A 16 96 T SRS T R I AN T e 3 X
Rl RS, DUISCBl OISR L ERRSHENR YT . Bz, AR SR A AERIBT IR AL T — AN PR R R
AW BIHT R B RAERA BRI T AL R 2R E, 255 IR SRR, AWTERZ AL
BT, ARENTREBE W RE S EE . REARK, FATAE MG, Wi 2908 E A AR
. MDS B2 W 5617 R R N C B RS
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