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Risk factors and prophylaxis of infections in patients with

myelodysplastic syndromes

Summary Myelodysplastic syndromes(MDS) are a heterogeneous group of clonal myeloid neoplasms origina-

ted from hematopoietic stem cells. Patients with MDS have a relatively high risk of infection due to the disease-re-

lated, patient-related and treatment-related factors. Infection remains the most important cause of death in pa-

tients with MDS, Therefore, to evaluate and stratify risk for infection and to provide early intensive monitoring

and proper prophylaxis strategy can be of important value in improving MDS patients”’ quality of life and overall

survival. In this article, risk factors and prophylaxis of infections in patients with MDS will be reviewed.
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B RE M A 7 # 4 A iE (myelodysplastic syn-
dromes, MDS) J&— 21 i IR F & 1L T 40 Bl i 5= o o
WAEBE R CREE R . TR A B KR
K& .MDS B & EW BT RS kA B, B2
MDS BEFET- 1 FE B R A sk, PEAG R
2 XUBSE DT B 7 SR SRR 7 W | B A it AT —
AW MDS B35 R AF T &, IE KR R A A B[]
(overall survival, OS)™ | A 3Csk MDS # # #) J&
YA 5 PR 2R B B A — 2Rk
1 MDS BEEERRITRFE

F [ M. D. 2 8RR AE oot B o 8 T
Zrpt 1980 4E & 2004 AR HAIR] 273 B4 H2 7 et
SZFFIBIT (best supportive care, BSC) Bk & MDS
BEWIET R, 45 R WoR I 230 61 (8400) B #H
FET MDS %95 A8 G J5 A, B UL A9 B 1K 43 531 oAy J
e (38%) , 2 MEHE & F1 LM CAML) % 46 (15 %) Al
M (1326) . 2016 4 & & 0978 [ 4L 38 /R 2 K MDS
M I AT 45 R R L 7E 1388 i B A5 B
MDS %9 #H G B8 R 19 f8 35, A7 450 ) /5 K
TR, 2 30 L AR AE /B S 15 %0 i fa SR A R T
Jr PR R IR o AE 5y — WL A ) S e WS Y
[l 3P4 BF 5% H . Neukirchen 585 43087 T 3 25 30 4%
4] MDS BE W Ts 2840, 25 5 R 2002 458
LWL 2 BSC ) MDS % 7 OS i ] i
FHERKASNH vs 124 H . P=0.000 5), B YL

TPEHEFHIRARKRER(TEEFHFRARFHA
), 2k hzFEBRETLERE, AR LR ALERIER
E 28 % ¥ (X#,300020)
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HIET- LB TR (10. 2% vs 19.7%) . 3X Al i & i
FmAE ok BSC ek , JG 2Bt b8 25 9 19 fd A ok
BT MDS B R AE TS . MDS & 19 H UL
TR R A SR i L R Bk N P T L A0 R AR UL Y
JRAA, DL 22 R BAPEAF B £ 0L,
2 MDS BEREMERESR

MDS H & B YL 1 & B I 2 3 2 AL 35 5% % M
K BRH H B AR T A S R &K L il i MDS
BB L A I TR 2R B VEAR L 6 R R AU 1R A7 43
JZ A7 B X R g e XU AR AT % D) WU T B
KR ARIT .
2.1 BIEAH G E R N R

MDS £ #H A & B A7 1Y 5 9% Uy Re 8k b, f2 78
PR 20 5 AN SR AR R T MDS B
HHT 400 B AR L H AR R0 Al S R T 4H
Ji -t A 7R B L 3X AT BE (R A5 MDS BB X Ik e (1) B
BINEE T M. B ATiE R 3 ZAR Y& 0T /Y [ bR 1
Ja By R 88 (IPSS-RO X B H HEAT a0 20,
A 4 X {E (ANC) L ILZT 3K (A (Hb) | i/ 5
(PLT) 141 Jifd 58 1% 2% 55 [ MIDS T /9 48 At
INRHE MDS & BN L AR, — T
PLa g 18 A ey 1 [l Ji 1 BIF 5% 8 7 o 00 I 3 A2 Bl
LM H (Azacitidine, AZA) 1697 Hi 19 ANC ik T
0.5x10°/L,Hb ik F 100 g/L.PLT fik F 20 X
10°/L At (G2 Tl G 2 2 A A 1 DT RN
S A SRR I I PR 2R, ik BB S bR i B MIDS B 1Y
B RS 1 I D) BE O™ 2 Y . Ofran %0 b 45
WYL TE PLT IR T 20 X 10° /L K% 4 i 35 4% 2= ¥
JGEM B E R % (43.6% vs 23.6% ., P =
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0.012;40.7% vs 19.8% ., P =0.008), L ¥ &N
%) 2 B ANC ik F 0.5 X 10°/L. Hb & F
100 g/L.PLT fikF 20 X 107 /L 41 Jifd 35 {5 24 T J 2%
) MDS 35 1 J8 G A1 56 WD I, TC 18 3% 26 356 4
ZATFIAYT XA BB S MDS %5 A B BT B A Rk e
mfE AR

2.2 BE A B MR fE S &

MDS HB# H B B AE B9 5 5 AR =k . R
TG FIGTT 7 2 e 8 .t MDS B 35 &L 15 1K
B ZPEAL 1 4. MDS B & W2 R R k£
=60 &, UL LIRS RGeS JEHUE
BRI RE I BEZ 2R . R B, MDS B B A7 7E
#H Z R4 IAE L Sullivan 28138 523 95 1) % B8 A 58 &
B MDS BB A7 E 18 PR L ZE M e . H B s
PR R G by ST 1 e o s, R e XU S
. BIFRE SR R A Bz ALY SR % A ICU 1 fe
B PR 2%, 03 O TR BRI R
2011 4F Della ZEM 52 45 7 72 K M| Pavia #b X 840
B MDS &% W5 PEAG i A s WY 5 286 IF0E . 12
7 MDS % R 5 PG T IE TR BL(MDS-CD » & 48
M BT A FIE X MDS B 15 50 . el A S
HHE— 4T MDS %05 R 5 M 55 PE 98 B (MDS-
FDUY gy AT 5B A E ARt | AR 76 o o
H Az 36 v T LA G 000 4 e b s 3 R AR BL AR
WY 42 TAE bR, 76 J5 5 36 T 2 A B RS [ ik —
2% B BRI TS R, R T ) TR
JERLRE . DL, 12 1 R G P g g BB L R PR JER e T
Jik A AP A= 25 L 300 4 B LTI A 38 0 AR 2 e A
5 RUS 110 A 1% 5 LAt AR B A B A DG R fE 6 R 2R
W VP B DL 38 50 % 18, 45 51697 7 %8, Ui ik
e 5 fE 1 MIDS FR L SR U D) W T % BT ik
ARG () K
2.3 OR[ENGYT 7 58 W B A UK
2.3.1 agififmE SRkt —#H9 MDS
£ T RE VT 0 A0 M LA A K ) B R 4 4l
Jf e R A R R B R A L kA 2 R R
MDS F O M R | B B 55 25 B Th e 4, o T
FE (o R0 T e XU 38 i L X AT RE R T R A
DAt o 1R 2 AR T e D A 1 A R (N i
45 M R HB IR AR B BA L B 25 A% B RN g i P R D ]
b, o U Ak T IEN-vy, TNF-o, IL-12 Al
NO %559 A= B, 853 7 5 W40 b Pk 4 g Fn T
20 6 P T RE o DT 52 AL R X R U B AR R BT
Smith &1 HF W AT 2 A4 R (SEER) X
i 2007 F 2009 4 1 Fods . PEAT TR0 JET M B A
IC . G5 R BN 2 1A R R 1) MDS B B4R B
NR KA e FAF R ECR 1. 57, 1 AE AN 45232 21
Y E R MDS B ol 0,61, AT RFSENT 4R
Wkt 5 MDS B R EEBHE kK EREBEER

BRI e XL 388 v A

2.3.2 pEEMEI RGO HArsEE NCCN & fi
B8 T EHE I AE Y /N T 60 % H B 86 IR 16 20 i <<
5% 5% B B8 B R K N, PNH 52 B B M 8l 77 1
STAT-3 AN T 41 72 B MDS £ # ,
A 2 8N FH e 1 R 40 i G 92 Bk B 11 Cantithymocyte
globulin, ATG B A AR B A FF 8 2 A (cyclospo-
rine A, CsA) AT REIIHITAYT . BRI R H2 7 g%
Pl I7 B e B AT R N LR B R AR IR T
B R E . Sloand 5 I 7F HE 22 S s MG
ST 129 i) MDS 35 h A 36 ) 8 35 50 T B
TR CELE i J YY) . S — 2 I R B 5 R
A 2 BB IR A OGR4 Bl PRI R E
FEE B 58 B I il iy 08 L A I — — T[] B
WEN BA MNP R %2 ATGHCsAJRITH
MDS & 4% 2 BSC 1Y 5% A A F AY A ks 40
M b K A 2R L i ATG A+ CsA 414 £ 1™ H A
R FH 16 ] vs 4 6. P=0.05),F 4 il &4E
FEH YL X AE BSC 4R 2 ),

2.3.3 CRIBEERGRIT RIS R Z TG TP53 A
KA/ G 5q- A IER BN EEIBIT Y.
[0~ IV &% v s 248 it ok 20 o2 % O R B R g 1l i
F 55 % ~T5 %M BE . ZH B IMAEIRIT IR 2 4>
SPRR a2 AE MDS-003 I R IR 5
ez B H SR8 B IR YT I Sa-2i R IR R . 1K
ez 21 d 7 BB 5 1 B IV GOk 4 A e >
(44.1% vs 7.4% ,P<0. 001) , {H P 3 & Y I & 4
BIARE L R 7 26T R I~ IV 22 il 98 AUk 2 i
BRZ AR SR AR R 2. 7% M 4. 1%, 1
L 240 J P sk /D> T R ez e ke IR B e X 5 q- i B 1Y) B
HMSER . SRR EE T LRIKR. R
YE R BB B IR IT R TN F8 b %R B A 3 BT
T e 20 D D TR e ) BB SR B AT I T BE SR
S X 7 MDS-004 I PRI 56 L R e & AR R
TERIENE 10 mg 5 5 mg A5 %R 16% M
9% B0 A0 A ke = A & R AR Ay R 1% 3%,
5 MDS-003 ASN[a] . A H 31 H 1 br 40 i ek 2D Je
SHGRIT M RIE TR B B 5T B 4 X T BB 25 T
Xof e A0 i D D KOk AN i ke = A e AR 3
4 Jom ik B 7] e R 2K O 2 B T L R A AR
WA, FLXTAIE 21 3 TR s A 38 FH I AR £ 5q-1 4%
f& MDS 35 R AR BE G . 5 5q-25 Gk & —
o, M~ IV G v ok 40 B ek 2> 55 & B 4 2 T
(61.9% vs 11.4%) MR R 2 F G2 2 X
(30.5% vs 25.9% ,P=0.817)" , {ii FH 3K J&E i
TG IR b PR eP R 20 U D B R S B R
A3 3 2 D) W ) R e R AE R YA T A 2 A R
il LLORBE MDS [ 35 14 7 10 3 2t filf 8 3 AR A8 I
N RIETR
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2.3.4 EWRALGYIRIT EWRAZY (hy-
pomethylating agent, HMA) B¢ #% 2 3% & f&. MDS
BERWUG E OS™ . 141 f ik 2> =& HMA 34
7R LN B RN, G HE 2 v M 20 i s /D, il
F ik 91% 1) MDS B .84 W IR SE Bl A7- e 1~ 1
G R4 A U D 1) BB AE IR YT AT B v M kL
o 3k — L0 0 AZA R SR 1 R A AR TE
KR S5HZAZA TS mgm * «d ' X5d FEIE
TR B % 75mgem * «d 'X7dFE
R B YL 1 XURS O (34% vs 14.9%, P =
0. 008 7E— T B S {5 BA B BIF 5 L F O
g1t T 884 4~ AZA YT R, Hh A 49 4~ (5.5%)
JY R R AT AN DAY B 3R T 3 05 199 TR 43 ) 2
KM AT 1A 5 [ 6 90 4 4 2R R BRI, 93 A
(10. 5%0) J7 F2 & A= 9 2 S gy, Fo i 89 5] (10. 1%0)
R IR S W, A 43 85 5 AR 0 28, B gL LT
7ANC0. 8V YF R Horp 5 B A A Y Rl
WORAETERT 3 ANYFRE L S . Bl & T R R 1
AW /D L BB 3R 9T R I TR 2 TN R R
Az RN FE I LA AZA 5 BSC R
R AZAJRIT A SN B 5 3% BSC M
AR G BRI YL (435I R 0. 66/95 AN AE vs
0. 61/9 AAF,0. 64/95 NAF vs 0. 95/9% ANAFE) 280
TIPS 45 R BN L B2 5% AZA IRYT I AML K&
MDS i # 11 1% 2% M B % 5 (invasive fungal dis-
case, IFD) YK AR K 3. 3% . X HP BN A AEE
IFD & 1 PR 28 00 1 2 P 13 R 400 G dile = o ek e
FRAAH 4. 1%, R LT 5T 45 S 2 R 7E
AZAJRIT A R B T, b kL A a2 i 7
T B Bl 5 97 R (0 3 A AT Ar B R B 2R R,
M TR T A SR 5 W e 1 & A BRI T
IR Rl P4 i 35 (Decitabine, DAC) F i B
4 TR T I PR3 36 0 25 SR o, & A MDS B
52 DAC 5 d 13 d J 2B Jili 4 1) & 2E 4 il
1196 18 %6, A 4 i ik Z £ & I & A R 43
h 14 YA 27 % A BSC 41 ili 4 K 40 i ik =
RIEA R B 11 5%, Ali S5 [a] o 4
O3 T T AR BT K 2 I 2 B R H DAC 10 d )7 ZiR YT
AML J MDS #F 5% Hh 5B & AR ) By 9% 45 5%, L4
XF 70 A B 163 IR AT T I AW R SR, 1
PSRN 44, 8%, IL B 91 R UK, AR e DL
4 99 TR AR Ay o 2% B B TR (56 96 {H H: I A 1 g Uk
PRI T, FE R4 R 2 IR Y 24 )
(26. 4Y0) BAH R A 3 ) B8 T il 4 M5 B i B R 7=
T 3P B e it K i 5 A B 5 1R A B ILRE B8
I AE 8 2% FG A TR IR e 2 6 % i 36 e AML A
MDS BEIRT-MEE R EE, 5 — S EAE
BLOZIWEE T MDS BE  AML B S
YL R A #(96.3% vs 77.5%, P =0.032), i] fig

EHT MDS B #E & AML B &5 A E KA,
BN TR R AT RE . IR F B EDY B R
FERIT MDS HME 36 PE 70 0 £k A R UG 4 i g £
(RAEB) B # I, DAC #.2h 5 G-CSF B & /M7l =
W] L A BT 5 v g 2% B — A A TR R I K Tk 9T
T (CAG/HAG J7 %) LA MY 1) R,
i DAC 4128 1 A7 F8 1l 40 B s /> J sk e A 4
L IRIT AR 2 DIF RGN BN R BT
K6, CAG/HAG 24 5 A7 B IR Y R ML, 25
3T RE L DAC 4697 AH & B e & E R i B K F
CAG/HAG #H(15.2% vs 52.9%,P=0.008), %%
%Z DACIRITH MDS & 5% AZA IRIT W&
B A ALY B & A R L X T 2 HMA JRYT I
MDS &, W05 8% G & & RT3 A7 R Y I E
R 355 B 25 7 9 b 3R £ B PR 3R A AR T
Bl e BT G IR 97 L R T A AR R TR g
SHGRYT W, B B AR TS X TR T EROER
et . AT FEAR HMA J5 77 8 B840 ] 5 25000 o Bk e
AU .

2.3.5 AML FEARYT S 5 i A 3 O 1 4 e RS Al
Besz AML BEALIT B R G MDS 3% W 5 32 M
ALY 7 19 AML B T A R —8F 58, 4F 3 A1 )
95 B0 G 0T RE AT AH [ 45 S B[] 1) RL 48 i = 1A
T[] B 1 g e KBS0, 5 A AML YR 97 48 7 R
HBURH R (1) SR e 7 36 48 it . 32 32 S 3k PR o i T 40 e
A (allo-HSCT) By MDS #8355 R HAth J5E K 32 32
allo-HSCT A9 & 2 LA, & 5 47 76 51 & A9 8% 4 XL
B . B AR B = A0 S BB 5T L SR MDS B E AT al-
lo-HSCT B4 %5 5 i 1 - B4R %, mT RE A 2k i 28,
XL fifi MDS B B S & A 40T M BT R 1Y
JRURS: 388 i

3 MDS E2FBEH KNSR

bk # %2 AML # 5 £ 497 & allo-HSCT Ay
MDS &4, B Ak = A5 X HAh MDS g # &
YT B 0 T BE P Bl AL R B8 . B i TG AR o T
B 45 e » BCEA (9 MIDS J e W Sz 5 B 5 it 2 ok
H & R 250 M A I 7R G000 T e A oY A R
A PR FE LT MDS B 1 2 HF%# (HBV) |
PP 8 (HCV) (S5 4% 0 B A1 L £ 21t 25 (MDR)
I BR DA B TR G B B IR
3.1 HBV fil HCV &}

T 32 G 8 0 1) 390 83 L At A R 25 iR T
Bk s MR A A AR R A . Aa
20%~50% S HFF PR (HBsAg) BH M 9 /8 & A
1% ~10% HBsAg Bt 1 2 BF 8% 0 Fi 4 (Fi-HBe)
PR 8 3 45 & 4 HBV HE0E . HATRE L
H X MDS B4 HBV B EE i aF o8 .t R WL 4 %2
AP E K5, HMA G751 MDS 3% HBV F
TG B9 BB 5 14 4 25 R E) MIDS 952 993 11 5
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P R T B A2 R R R G Z IR YT T LA
WA MDS #3% 7E62 0 B 4T HBV i % 2
1, A Pi-HBe, HBsAg H #UAT — FH% , F A0 HBV
DNA # D15, £ X SLPr ARSI . O
HBV [fil 1 2% 48 b5 ¥ 0 B1 1, T 3l 2 I 958 1
@18 HBV &Y HBsAg B Al (5) HBV DNA
FHAE TMDS B3, 7 A 1% e Bl ol 9 B B2 0l 48 5
A SRR T 24 A R A A T sk R R B AT BB
PEPUREIRYT . O 1F R 32 kR B e sk HMA 3R
J7 I HBV Y58 (HBsAg.HBV DNA Bk, #it
HBc FH ) MDS & #, % & 3 A~ H W HBV
DNA . Il HBsAg S % 2z B K ¥ LA B i 1L 3 =7 Fi
(SO R EFW T, LSS W FAT R EIRIT . @UE
% BSC () HBV &Y B & K& MDS &% , 1§
B RE DN BEIEH AT W S5 bE 515 . © W0 B 1k
It HBV 3897 pi B F a5 MDS 1697 [H 2 1 sh, B
F /DR EEAIRYT SRR AR R g T B Z M
T B K oAt 5 i PR 28 o s AR 24 B[R], R B Bl T
P2t 2k HBV BT R MDS B3R .

HCV RNA PHM: 8 35 78 4 52 17 i) o B %
ST ACOF TE = I AR A UL (B R B SRR 28
BRI TORE R . A BT S AT I R &3
HCV RNA FHPE B 09 F 305 EXT T8 HSCT
TRIT IR L W R A B R BT A FR R AR A
BHESY . X MDS 3 i HCV i # , #5 bi-
HCV BH %, #F — 25 W HCV RNA K i 2 RE,
HCV RNA FHE 535 W 7F A% G 95 Bl 5 AT 0 B B2 0
/S T I RYUREEIRIT .
3.2 SRR P R

TE 25 ¥ 1% & 19 DL €31, MDS/MPN i & 2
T A6 BT 12 Wi e BB 3 45 BT R R A 0 B
2z —  BitRWHE N 148.8/10 H . #EY, R E
LR R E R ERETA MDS gE T v +
P2 Rl 56 1l 45 A% R R O 0 1 7 A B DA
HEA R Z5 A%, 25 A W IR AE IR 2 e 1R 2+ R B AT
AH I 91 B 0 45 406 T SOAR HE BT 45 IR YT L AR R
FHAE MDS IRY7 ol f b i g A% ik e
3.3 2 RN L R
3.3.1  HBEERGLMEI GE AR VRO AR R
MDR #ii 1 2 B AFE 3 iy e, KE 4 MDS 8 #
KT B, X B N H# W I fF MDR i Y 0
A, R TR R AR R AR I E R ST
W4 F #E 47 MDR 5§ 3 8h i . T f# A% X MDR
B A R OO L8 T 78 O B Bl & B Bl R e 1
EEAE NI E A N E BRI . X TAE
£ MDR A 8 AH 508 e 1) 35 0 2047 45 M B 5, i
B 4N B T A A AR A
3.3.2  ECREERGLMEIN WM o e ek e 4 A R
(ECIL) #5111 ,IFD J& MDS ## HMA 497 8k

AR BE M 1A 97 o AR v i 20 DL I K L ) s 7 3 30T R
B BEYE IFD &40 fh, MDS B3 WA 5 4 36 &30 1M
WAREERERBE PN —F 0, BRiEx
AML B 75 %A6)7 & allo HSCT BB FH A, A £
BALZE e MDS B3 &4 TFD g XU <<2% . &
HT MDS [ 3 5 BT LR R 3R I 1, 3-B-D-H
FHERI (G a5 A f 2L H 88 BRI (GM ik
5.
3.3.3 MR HBUAER A — 505 T 1R
PR32 AZA IGIT I MDS K& AML B #
TR 5 A 5 T A B s [l TSP A A L A SR R
U7 5 i I AN Be D B YL 1 R AR (179 vs 2400,
P =0.22) i —25 AU A7 BTG AT AE7E ANC /)
F 0.5 X107 /L B9 ¥7 FE . IR YL & A R I 2 B IR
(16% vs 51%. P <<0.001)%, 3B — Wi 15 £ %
DAC G Y7 1 B 35 v T R (1% BF 52 (P 96008 37 T 2%
VR B — T B, 5 R BF 7T 45 AR, SR Lt
F/DAFAE— Z B A0 AR Rk /D 1 FR 3 4 2 TR
PUBIRIT G & 1 I Bk > (9. 2% vs 47.1%,
P<C0.00D) , #B4y MDS & #1715 5 K 15 B4
4 A 4 > B B 1 T 1 B IR T RT AR
ST AR X R I AR A P T 24 XIS 14

B XF MDS £ 5 4l e M 1 1R J% e 1 B 48 e
AFEL AW OB G R XUES 9 MDS & A
WP RE RN —HTP . O/ A H A&
Yefa e & Bt %1422 HMA 3397 0 MDS 3,
A 12 B S R Al A B 2 A B IR
P A EER AR R E TR T RY
2~ 3 ANJT ARG B PR B AR IR T . 25 1k B LA
WS T T 2 (R TR V0 Bl 70 SRR U0 ) B 11 il — e 2
P EC TR 25 (G U R e s AR S BRI R . Q%X T
H— A7 1 R v & A b P R 0 R Ok T B
YRR A 7 R B T IR T A AL B AR R AT
YR .
3.4 G-CSF myfii |

N G-CSF & 2 & 5% MDS & & b Mk 41
Ji ek /AR L 45 48 AR T Je MIDS B 11 7 40 i Bk =
Frek it ], 2R 1m0 H w5 BEALXT B 5 2% B i
G-CSF BEFEMIE MDS (B3 BRIy i) kB & B2 — 1
B MEBF 98 1% 18 42 % G-CSF 1y MDS # % J gy &
B (10/33 vs 6/31, P =0.032) ,G-CSF 5 3 1) ]
e Z AR LI B R B E OS FWA
b R L AT U 40 T A G 25 G o B
H &8 B8 U 7% G-CSF F F LA R 8 s 4tk
JEY AL A L e = MDS BB
3.5 EEKIBYTY

EL 7 A [ B AF 9 00 52 25 B IR UT (iron che-
lation therapy,1CT) B8 % il & 2k 35 2k 1 2% or ST
JUE O S e B DD e B s MDS B R OS, 1
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FRE B Rk MDS S8 i e XUBS i T8 3R 2538

Bl R 3 1) —WFA e MDS £ 35 13 1 b 2 )

I R )¢ i B4 BE BIL WU 22 S8 500 %o B A% 22 oh s i IR

A TV N L E A B RS o s i [ S R

BRPLAE R IR T 1 AN Er 0 R 51 9] (34. 2 060) il 29

#1(38.206) . BB BeXHAF & 47 ICT A ofE 1) 8k 1 2%

AR N R SR ST LSRR kB g R i

) R X R AR R e oA R g SR e ™ o AR Y T

REARBR 52 0, EL 1 5 | 762 W 9 2 A WF 5% B 56 8k

J¥ie T RE G 0 B 2 T Y A

3.6 BEEIEA
F R F) MDS f S i Bk 32 5 15 0l 2 40 i e e

IREETLA B ALK E 50 A 2 3R 8 H ™ 4R

BRFEIE AN & MDS (1% 3 0] 8, #E I MDS 8 35 %)

PEV RN RAFARCR . A AL L0 i R R

FIE B1% 105 5IR 101 VR R R85 2 e D JRRE 1 S Y B 9 S

ARAT e e A AH AL B 1M T I R, # I MDS i

H— B2 B H Fh 13 M il 58 5K TR 2 M 4 G

B2 AN H G A2 84 R 23 il 48 95 1, ) s 2 3L

MDS H 75 K H 52 BE B O3 5 4 4 T i S ose v L DA K

BRIy,

4 HiF
LR MDS fBE I FZARE TR L BT R

1) 5 B PE K i 97 H bR AN 6], MDS & A & A )

R R IR, o I AR B 5 ™ R R B TR T R R

A H B OGRS LA X S AT R KU TE A

B IR G 5 15 MIDS #8351 57 399 W0 e 3 5 o /b

RO R, T — L RiE MDS B 1Y AT &

HBEPEE 5T 1Y F — 20 JF e A7 8208 MDS i3 it

i A R T B SR

5% 3k
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