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14 d KHEEER A TED fyphsr a2 . 76 2 R i T2 i pi e 8 %.%%ﬁﬂ‘ﬁﬁﬂ‘f
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J& TFD 4 AR RS o M RS AR B A S 3 e i PR s il T 20 MR AL S TFD 18 2 2 UG o

[RHEIR ] Wi T RS ; (R8P LR s SR 28 P FL RS s fa e R 3R

[PEZESZES] R392.11; R519; R617 | XkFRERS ] A

Clinical characteristics and risk factors of invasive fungal disease after hematopoietic

stem cell transplantation: report of 233 cases
MA Lei, ZHONG Yirui, LIU Lin, WANG Li, TANG Xiaogiong, ZHANG Hongbin, XIAO Qing, MU Jiao
Department of Hematology, the First Affiliated Hospital of Chongqing Medical University, Chongging, 400016, China

[ Abstract | Objective To investigate the clinical characteristics of invasive fungal disease (IFD)
after hematopoietic stem cell transplantation ( HSCT) in the patients with hematological diseases, and analyze
the risk factors of IFD after HSCT. Methods A retrospective study was conducted on 233 patients with
hematological diseases treated by HSCT in our department from 2016 to 2018. Clinical data, including age,
underlying diseases, complications, neutropenia time and other data were collected and analyzed for the
clinical characteristics and risk factors of IFD among these patients. Results Among the 233 patients, 41
were diagnosed as IFD, with a total incidence of 17.6% , and 7 cases (proven cases) of them were based on
fungal detection and the other 34 cases ( probable cases) on clinical manifestations. The mortality rate was
46.3% in the cohort. Meanwhile, out of the 41 proven/probable IFD, 32 cases (78.0% ) were breakthrough

invasive fungal disease, with a total incidence of 13. 7% and a mortality rate of 51. 5%. The therapeutic effect
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on IFD before HSCT was related to the occurrence of IFD after the transplantation. Among the 41 IFD
patients, 19. 5% were invasive candidiasis, 80. 5% were invasive mold disease, 17. 1% were bloodstream
infection and 82. 9% were pulmonary infection. The main pathogens detected were non-Candida albicans.
Univariate analysis revealed that allogeneic HSCT, previous history of IFD, cytomegalovirus ( CMV )
infection, EB virus infection, underlying lung diseases, neutropenia > 14 d and usage of high-dose
glucocorticoid were risk factors of IFD, and multivariate analysis suggested that previous history of IFD, EB
virus infection, underlying lung diseases, neutropenia >14 d and usage of high-dose glucocorticoid were
independent risk factors of IFD. Among the allogeneic HSCT recipients, multivariate analysis suggested that
chronic graft-versus-host disease (¢cGVHD) was also independent risk factors of IFD. The risk factor of bIFD
in proven/probable IFD was neutropenia >14 d. Conclusion The incidence and mortality of invasive fungal
diseases after HSCT are quite high, and the percentage of breakthrough IFD is also high. IFD after HSCT is
mainly invasive mold disease and commonly in the lung. Previous history of IFD, EB virus infection,
underlying lung diseases, neutropenia >14 d, and usage of high-dose glucocorticoid increase the risk of IFD
after HSCT. ¢GVHD also contributes to the risk of IFD.

http : //aammt. tmmu. edu. cn

[ Key words ]

hematopoietic stem cell transplantation; invasive fungal infections; breakthrough

invasive fungal infections; risk factors

Supported by the General Program of National Natural Science Foundation of China (81570109). Corresponding author: LIU Lin, E-mail: liul7776@ aliyun. com

& 1 T 40 2 #2 48 ( hematopoietic stem cell trans-
plantation , HSCT) ©#¢ )"V Fl TG 7 2 Rk A e %
PRI R Gep , Hoad R WAE Z 28 Ko il THAE
A BT SR KL A M R = AE L RS AR WD L e R
( graft-versus-host disease, GVHD) B T Blj & 1697, LA &
IS TR 25 RIS 12 28 PE FLTE A (invasive fungal
disease , TFD ) Ji Ay 3t I T~ 40 i F% A8 52 & L AH SR FE T2
A EBR Pz — o MR R TFD A I R 5
D BERE B M R, AR el T RO D eI S TS
RIS Z 0, AR 28 R & K R (invasive can-
didiasis , 1C) [y Fo 49114 e T [, T 52 28 14 %5 74 95 (inva-
sive mold disease , IMD) , I 2281 i1 & F 4 (inva-
sive aspergillosis, IA ) f /&Y H 25 2SI M . KHH
TFD 1% 32 J5E T 3 1 AS [], G 39T )7t 1y A I AS )
BT ZA IS PEIm ROT ST, B i BT L w6 7 259 &7
BRI R R ER B AR TR
o 2 AT U TR BR YT (AR YT 2 KK
FRATT B B ARIAIT o MK TFD [ ST fe B K % AT
38 0L 200 B AR T AT S R 20 2, X T B TFD
FER R 2R ERIRYT AT A PR 12/
Il RIZ KT TED 14 4 A2, 12 W 3K Sl o7 ) B 33 0 UG
{155 Oy e a3 =g D W= N | D R T S K 7o T
PUEC T 2500 8038, o ml sl o I A A8 1 R T
ORI AR B A0, SR, P E E W IAR YT
PLRCE BT B 25 0 )2 A0 T AT R 30 LR AR A
i 24 B R 1 10 B0, L 2 R AR R PR iR 2B M BN
( breakthrough invasive fungal disease,bIFD) """ 4347

bIFD Az 5 e S PR 3%, A3 B 1 PR A B3 0 33
B 367 < Wi AU 14 (6, ik — AP A D L s PR ¥
JYI7 % MU AN [ G M DX IR A 5 | 70 S TR
Bl 367 25 5, AN TR W FE 45 Hh 8 e A 3 R FE B TR %
WA A, hit—8 T g3 E HSCT J5 IFD &
bIFD (41l R 47 Ak B A B PR 3R, AR F 5 o] st o A 17
2016-2018 4FF e 233 4] HSCT 52 iz Ml R 12
Wiy IFD FHOCHERE, Ui .

1 #METE

L1 —f5H

WA B R 20162018 4Fi#k4T HSCT 1y 8 4%
3L233 fif, Horp Pk 123 i (52. 8%) , ¥ 110
(47.2%) . 4 12~68 %, i 4E#E 38 ¥, Hrph g
1258 1L T 4 2 #% A ( autologous hematopoietic stem cell
transplantation , auto-HSCT) 111 4], S5 J5 R & 1fit T 41 fitg
4 (allogeneic hematopoietic stem cell transplantation
allo-HSCT) 122 f4if, J5tk i M S A0 4 - SRR & A
I 73 ) (31. 3%) , 2 1 ok 22 40 1o s 31 4
(13.3%) 1@ HERLANAME 1 s S 61 (2. 1%) B w4
LIRS 8 1] (3. 4%) , AR 77 Gk TV 57 1] (24.5%) ,
Z R EHERE 30 B (12.9%) , AR B AR PESL I 16 41
(6.9%) , BrHEsS A S LR B Ak 7 1(3. 0%) , A tEiR
AU I 2 ], NK 2 bk T 98 o B 98 L
W P R B 1 1 2148 1 DR L W I A i 23 AR 1 i
£ 122 ] allo-HSCT 52 % 1, 45 116 ] R I T £ 4 i
H,6 Bl AR RSt . NS 40 il BT ((human
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leukocyte antigen, HLA ) fi B 4= AH-5 43 5], HLA A~ 424H
G 79 B, FEAETTA NS IERE A E 8 Bl AR
SR B Y i s o 39 i, AR 31 i R AT AR ST e
(4 mg/kg,2 ]/d), 3 4] i FH ARl 4 (200 mg/ K,
2 /d) 4 IR IA 25 (50 mg/d) 1 i KR
75 (50 mg/d) AT R TP IRYT . AR EABR
PRZE 2 W AR i (2020-302)
1.2 &7 %% GVHD # sy

SR B TR A T TAL B, P AR AR A R
KM FCRGRRLIE+IHBENG ) 77 58, 22 R 1o B iR
R Mel (Eyik=2) I 48 ik EVR /8 52k ] BEAM( R
SERITT HRFEIA T +BTRE fL  + 57222 ) .CEAC (3§ 5L H]
TTHURFEIE B + BWE A + PR e ) S5 7 2. Hor i
W E A 38 R F FLAG+BU/CY J5 48 kil
-10~-7 d,30 mg/(m® + d); PUEMLF -10~-7 d,
2¢/(m* - d); A4 %-6~-4d,3.2 mg/(kg - d);FF
Wi -3 ~-2 d, 1.8 g/(m® - d), 71 il H R
BU/CY RHFM % : % -T~-4 d,3.2 mg/ (kg - d);
HmElE-3~-2 d,60 mg/ (kg - d) . BAHYIHUME T
TR R IR R A NS 25T R TR Ath se 53] .
79 B HLA 7K 42 40 & 32 35 0 40 i B 448 1 3k 2 1
(‘anti-thymocyte globulin, ATG) ii[i GVHD,
1.3 RFumey

BETERBM AT 2 Ak, 505 A B R
SR s, T UATCRARE A7 HE IR S B, B TR
[0S = AN S RT3 N3 N I =1
BEREVRMAF AT A0 TR M BT R % o 0 s A I 28
RTINS B T, B P R A R T A
BF 6o B Y, i il P O s i B - R A e .
PR, T ARSI LT 1B AR R AR I 4
RWEIGYTY . BA TFD mfa R a9 85, L im Rk
YR TN GURRE M TH VDR SE TR TFD &4
1.4 BB

A 67 41 it #8 XF (. ( absolute neutrophil count,
ANC) <0.5x10°/L Ahi i = . Bohljaki 2 i
¥eiks: 3 d L ANC>0.5x10°/L, LA%S 1 K mrhEki
YA TG R, LA 2R B R AR AN AOR i v I AR )
LR, 3442 3 d LU_EIf/MR>20x10°/L, #E52 PR TAE
i, MR /MR <20% 107/ L B AR RL RS A h 0 22 TR
PhAf i i/ N, BOASME I ANC>0. 5% 10°/L #4% 3 d
DA bmnitE o R0 s b B B R I A o I T (i
JErr i) Mg 2.0 mg/ (kg « d)F52k 1 HILL L. FlDS
LT B TR S 6 N H .
1.5 & iiick

IFD (2 W br HEAR 5 v [ (= 28 Pk BT e AR

i ) L Y /0 P g R A 2R P L TR 2
PRUES G IO B L BITIO Y o FE R HoR 2
PREST R B2 G IR IZ W S FR i . ADFE
¥ HSCT J5 812 Kl RIZ Wi i TFD J8 35 90 A 1911 4.
RWPEIRZEPE FLTE W (bIFD ) 3 SR L L & F B 16 9T
TRERIZ/ K2 TFD
1.6 %t o

K SPSS 25. 0 Geit At A7 0. 45 GG IR T
YRGS, Tk i /T RE S TFD KA A SRS tE s , L2
M RAETFD 45 R s a5t TN R M ZH R 017,
BRI ZH ] HU AR X3 R5G: , 45 A7 A BT RS 1) B
<5 BB LU Fisher ¥k 3075 . SRR /1T P<
0.15 FFAZHE T, Z HZR 531k A Logistic 8115
BERIYL . P<0.05 RonERAGLI#E L,

2 R

2.1 IFD 694 A

233 {71l 3 1l T 40 B RS A R A 41 2
IFD, & =% K 17. 6% (41/233) , #ii2 TFD % 7
(3.0%) , Im AR 2 Wi IFD 25 34 {4 (14. 6% ) , H.rf 19 4]
W2/ RIZWr TFD J8 s fe A3 B 0 1A) St Be Js 6 1> H
WAET ALK 46. 3%, 1IN TS AR AT A 1IFD
H 39 i, Horh B A TP WG 9T o8 A G2 (com-
plete remission, CR) & 17 ], %4 25 fi# ( partial remis-
sion,PR) # 18 #i], 4 %€ (stable disease,SD)# 4 #i], />
A 2 .10 4] .3 BITERSHE IS FRR R A= 1012/ I K 12
Wiy IFD, K22 5 BA G4 8 L (X°=9. 685, P =
0.005) , 2/~ BAHRIPL H WIRYT 58 R E et IS
KA TED BB AR . AR TFD s 400 TIFD s 3%
ARJG K A= TED (4 KUK B 58 384 725 (38. 5% s 13. 4%,
OR=4.038,95%CI.1.877~8.687,P<0.001) ,

15 41 BlERI2/ I RZ W IFD A 32 FiliAh
BOBIFD, B3N 13.7%(32/233) , Horh 17 il 41
FEBE A S Befa 6 A~ H INFET: e FEFHy 51. 5%,
bIFD 55 E S8 i Pk IFD J5 FE R 1 25 % L4122 & X
(OR=3.967,95%CI.0.712~22.108,P=0.140)

2.2 1FD 46 k4 /e

1E 41 G2/ m K2 W i) TFD B35 v, b s R
1 IfiL 575 ( acute myeloid leukemia, AML) J& 35 3 WL B IR &
I3, i 36.6% (15/41) , Rk Ry AR e fis PR 3% 1 ( aplastic
anemia,AA) , 55 17.1%(7/41) . 8 f4(19. 5%) #iZW;
AR VS TR , 33 191 (80. 5% ) B2 Wi W iZ 28 1k %
W . A L1 B e T, b PO 22 B B A
6 B, VI BRI 2 MR, DGR 22 B BE R 1 Bk, A it
AR SRNEE 1 bR B TRA : iR 7 1 (L 1
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AR RIS A RAL” B S5 T I8 A
ZE A UL 1.

A:S9 % B EH, AWM ERT R, LAE RS KIFAPA

kA B A3 B Aok B A5 B ARTY R, LR AT A
4E5C:23 H S Bk BN, A B T LFAE;D:16 ¥
BREH AT EEY, TLAEALL AR

B1 #MyBEMBEARRZBRERA

2.3 IFD 9 e B & 047

A Z S B R SRR AR RS AR T IFD s CMV
JEYL EB 5 REEGL SRR R A s = > 14 d
KR & IFD A my fa ke B &=, A % | 1k
B IR R R R AML/MDS | B A B 95 0 IR
A AT R BRI 5 IFD 196 RIS L,
Logistic [0 )33 47 8/~ A8 /T IFD 82 (OR=5.379,95%
CI:2. 146 ~ 13. 480; P<0. 001) .EB 3% #% /& 4% ( OR =
3.333,95%CI:1. 141 ~9.735;P=0. 028) . fii 3 3 ik ¢
J%5 (OR=10.786,95%CI.2. 162 ~53. 800; P = 0. 004) .
K MG = > 14 d (OR = 6. 759, 95% CI: 2. 931 ~
15.583;P<0. 001) . 7538 25 49/ i ( OR = 3. 009,
95%CI ;1. 124~8.052;P=0.028) 3 IFD 15 F £,
AR 1,

TE 122 4] allo-HSCT 323 v, SR 2 0 W ik 52
HIRG KR HLA MIE 15N ATG Ay 2181 GVHD
H5IFD R R TLG iT2¢ 7 L Logistic [8] 543 #7 2R
M2 GVHD( OR = 14. 143 ,95%CI ;3. 049 ~ 65. 614; P =
0.001) 2y IFD [y hsz Al 2 . HAR LR 2,

x1 EmTHEMEBES IFD HEKRERSH

- EARE EZCEi
IFD :IFD P{} OR(95%CI) P{H
ARl 0.552
<20 % 6 21
20~40 % 19 79
>40 % 16 7]
gl 0.209
L 23 87
% 18 105
AR 0.476
B 9 47
iy 12 46
=R 13 47
EHUES: 7 52
B <0.001
Bk 9 12
SHiA k) )
AML/MDS 0.738
) 15 65
7 26 127
FEAHRTEIRAS 0. 069
TR 15 o4
FSe 26 128
A7 0.191
<3 13 38
3~5 26 135
>5 2 19
TR TFD 50 <0.001 5.379(2.146~13.480) <0.001
A 15 24
X 26 168
CMV J&e 0. 009
H 8 11
X 33 181
EB 5 Rp/ e 0.001 3.333(1.141~9.735)  0.028
H 11 15
X 30 177
BEDRIR 0.334
A 1 12
X 40 180
It SRR 0.048 10.786(2. 162~53.800)  0.004
H 4 4
& 37 188
BiiiEE= >14 d <0.001 6.759(2.931~15.583) <0.001
= 24 33
& 17 159
KA <0.001 3.009(1.124~8.052)  0.028
2 13 15
7 28 177




http : //aammt. tmmu. edu. cn

S REE KRR, 2020,42(17) 1739

®2 REREGENTHMEBES IFD HEKERSHN

AR ZHFEIHT
IFD JEIFD P{4 OR(95%CI) Py
Pz FH KR 0.652
R 30 86
E[ 3557 S 2 4
HLA Pig# 0. 065
ARG 7 36
NG 25 54
ATG {fiF] 0.158
= 2% 55
5 8 35
Z%: GVHD 1.000
H 3 9
¥ 29 81
184 GVHD 0.068 14. 143(3.049~65.614) 0.001
H 7 7
¥ 25 83

LABRIZ/ i RIS Wi TFD rh S e P B S 2 i 19
1, AR FEME IR X R, B8 R R A T 4 R A i
B2 >14 d 3 bIFD [fa kA 3 1 5 PR AR RS A
I B SRR PORIRAS AT R R AR i
IFD 52 CMV JE&e (EB Ji5 53 e B PRI | i 88 2 fd <
RN & B AL PSEAP T 187 i - 3
Logistic [8J5 Hr b4 il Bt = > 14 d( OR=12. 000,
95%CI:1.248~115.362; P=0. 031) Jy bIFD {4 fg K A
KM 3,

R3I THUERRMERRNERERS W

HARZE T ZHE ST
S
I X2 P {H OR(95%CI) P
(22 ViE:N 0.165
SRE 5 4
IR 27 5
FoAi IFD s 0.535
H 13
T 19
CMV Jg&lje 0. 807
H 7 1
b 25 8
EB JR ez 1.000
<l 9
T 23
Rz >14 d 0.009 12.000(1.248~115.362) 0.031
P 20 1
w 12 8
KR 0.077
i 12
% 20

3 it

12 28 FL R (IFD) 2 5 S0 i T 20 A B8 A
(HSCT) E T HEEFHZ —, E NI Z TS
B HSCT J& IFD {5 AW LT+ o AFse 2
7 HSCT JEH#R2/ R RIZ Wi TFD [ & 430 17. 6%,
JRHIEHE 46.3% . E NI ZAEALOIF R IRIE R IFD &
He AR 13. 6% ~23. 0% , i 5L % 50. 0% ~65. 7% 5" | ¥
SRS R Y i I BT I IR T PR A
( China Assessment of Antifungal Therapy in Hematological
Disease , CAESAR) 1 IFD [ & 4= 3R (7. 7%) KRt R
(18.6% ) IR T &AL Bl ™ o X ] Bt 45w
FEE IO B e RAFAE 21 07 =X B iR i) 2%
SR, XIFFE IS BN allo-HSCT 5235 (1) IFD B
KA B 5 F auto-HSCT £ (P<0.001) , 5A4HF
FEEAH—E

PEAER  EBR A 5 R A TR INURE & 905 382 T B
MR 2R FRE N TFD 1 E 24 4y . [FE, &
TR DA DA Rl El P € A ) AR A BR R A
B LA AN il A SR it A B W L SR T SR I
IFD % AE R o AHESE f 1C i ] A
T IMD(19. 5% vs 80.5%) , WA 25 PR RIS 19 2 i rp ik
A 1R, HIC fR R Y AR A AR,
DASGH BRI N 3, 5 BR AT 5 3 1 DA 1 R BR 1A
N ER—F H e A L SR B A A 5 b X 7
25 AW AHEBRFEA S D ik = — o AR

TFD 5 575 54 % 14 ) 2 AN AN 2 25 1 224 b I S % 1)
L) S Y 0 I S S S B I VY 4G /[ 500 2 1
FRGHETT o P —3 X CEASAR 5% i 43 #7145
i fe B & TE TR IR I v F R 3K #%, T v s fa R
IFD %t SRR BT TR 167 4 W B

ARG H cGVHD J& IFD [k 37 fm s R %, Bk
TERFFE 2] 2080 GVHD &5 IFD KU g et ),
CHIEN 25" 4y #7 % 1 IMD R % & /& vp 3] & ¥
cGVHD B & FXTHRZH (P=0.001) . 5 b A W58
21 IFD %} allo-HSCT J5 ¢GVHD [ %& 4=t A {2 - A/E
FI(P<0.001) """ GVHD {4 % A 7T 3 350 iz bk 86 155 97
BB, HOR B iR 2 g GVHD Hh Gy 1 il 57
F14) 17 FFY T 8 T VT B T TR SR g RIS, 1 58 3 S
JEIR S R, SRS T GVHD [y TFD %
AR

E AT A& ILREAE 5 I Il 8 ( an fili =i L =3
TP it 45 4% ) 55 02 1 IR A6 P s it 2 1R v 0 R AR A
Sl CHOT 2 o 45 H il 398 5L Rt 5 o5 2 L300 TFD
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(ST FE R R 2, FFIA g IMD W] RESI I T WA 11 2L
0 0 2 ) L, T R 7 0 e 1)
BrBH SRR BIIRESZ 10, I BT E AR T
R RO ERIE . ABFFE L% B SR LRI J2: TFD 1
SEFER R 2 WS N ENE T X — 4518, SRMTEADIS
Hh LA il S A g TR R D, R R AE — R
SR T A R TS

FIRIXT ATG f{ff & 75 840 IFD 1) % A KUK
A4, L1 %0 % 30 ATG Al 34 IFD [ % A 3%
(P=0.002) ,{H ROBIN %" 58 th R Afi Fil ATG 34 i e
WA R ER(P=0.06). ¥ ZHHFEIH ARG H
ATG [ fdi F 5 TFD 1y % e A7 50 A IR 9t S 4
1. BARON %230y ATG i 75 bk EL 40 M il 7,
PR DR S RED VR, DA TR T 2 R S XU, M [R] B
ATG W[ 5P T 49725 , 76 GVHD #Ti By
N FEEAE, L IFD 1k %R,

RGN IR B EE 0 2750 P A A 25 e i R
(T 7 EIOAT DL 5 I, e L T TR AT 1 b
HtE. PANACKAL 25120 &9 5 2 H {)y 4252 HSCT ¥
T TA & A2 B KUK, TA F) % A 0 5 B 0 0 T 50 22 1E A
O, T e Pk PR R 7K H AR 2 3G I A B v A%k, 3R
TR B4 BT A AR 7 i 2 75 F TFD 7 A S, {HL R 75
BHPERILE 5L, Rk A B — 5 AT 3R 4 BA
LRTPAHEREERT IFD (5401

i 2 A R T3 TR B A T G B AR T
HSCT 52 % 1 IFD % tE RMFET- R 2 H 5wt
SR 23 s PO — I B R ) B R OB R
VD FERE B 594 97 F BIFD 9% L%y 13% , H g
T B T A A 5 AL L TR SRR B e R A
T8 T SR R YL A K 5 R IS A 2, {EL7E SE B
TAEh gt SAE e IFD 19 X 40+ W e, B [
AR BIFD F 2 S R 5 — , o 5 R A 25 5 i ek 1) 1L
B, 2018 AR L R AR R TFD 2 SR FEDT
HEWR BRI 7 d EREEHRIG T d 2Kz,
I RIS TFD o R A i 5% [l 20 1 0 F S 4 07
TR G 23 LA S RICH L TR 2 R 24 1 B S HOwE SOk 2
T THUEL 2501 18] R A AT A 12 2 B e

PLELE BRAYT T IFD (5805 2t 205 i o P £
YR . ASBESE A ORI M B = > 14 d S BIFD g
W PR 2, T R BF ST 0 4 B BIFD 1 fE i I8 24 P2
HSEREER HLA N0 4 S M0l R R B s R
AR R TG A B B LA, T A
R DK AT M2V B IR R ER

LA B s, R [ (9 B0 2L 25 9 B T

bIFD {4 AU TR W B 25 575 7 (B h b
FEF WA YD HEms 0] AR bIFD (i % Az R AIBE TR
AN, B TR A ) R4 AP LS 48 R e Al 6 TR
P A B T L 11 2R i R R R A L 24
TIFSE K48 R A SGHEA T R BT A7 245 Wl DA sk 1) e
HEBHATTRCRS o i TAS R AR R A R, I H.
bIFD () (18508 /0 | O T 5V AR 28 1 1L TR 8 I A A T
s G 6 DR 2 L AR T S W R A AT O & R A
[l B | BT ERIFAY

XtF IFD [l N R i r BA REE AT
TRAT TR B e R T S B AT
H At 525 B o T A B4R & TIFD 1 & AR L
i RIS AE , TSR T AN AR S 2 5
VI RC# SR IT 20, 2 R I ECA A EaiE— 2
WA TFD f % 2R 28 BT T3, AT B3 S U o

Sk
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