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[HE] B& Ol EMA A/ (RCC) MR RERE, Ak BB 1990 4E 1 H 7
2013 4F 6 F 1420 Bi41i2 A AR SR A B E T I LEE (0~14 %) MIGIRTOR, SERTITAL UL BE40 L &
AIAVRHE, I8 2008 AR WHO 3 1M 5 7k (2 41 ZURE o RCC 2R ifE Bpr b A T2 Wi a0 B, LI PRI 133 5 45
3~6 ATI2tisHivikTs. &R 1420 GlEJLH, 15261 (10.7%) 2 RCC. S5l AIFRA: At 27 10 L
F, RCCBJLARR ML AL, ML L0 (B & . RCC B ILIZWT 58 8 LBl 21.5%,
PRGN 36 A~ (JUF 1~283 ) o RCC BN IR MBS IGIF IS A 80 5 ASom s
G350 19.0% . 26.7% . 54.3%. RCC LS AFFI1 10 4R BT A A7 53500 87.9% Fl 72.4%; 5 4FF1 10 4R (75
W T B AR A N 15.3% 1 20.0%; 2 AE W & Y (R AL B S R 3.6%; 5 4B 10 4E T P U s 1k R
H10.0% F120.0%. #5i& RCC HAMNEREGERH LG IERNHEARE. RCC BILTUS 2, W H e X
S, MMEEIRITARCRER. [ PELSRILARIZRE, 2015, 17 (1) : 15-21]
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Clinical features of childhood refractory cytopenia
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Abstract: Objective  To study the clinical features of patients with refractory cytopenia of childhood (RCC).
Methods The clinical data of 1420 children (0-14 years old) with an initial diagnosis of non-severe aplastic anemia
between January 1990 and June 2013 were retrospectively analyzed. Bone marrow cell morphology and histopathology
were re-evaluated, and the patients were re-classified using the criteria proposed in the 2008 edition of the World Health
Organization classification of RCC in hematopoietic and lymphoid tumor tissues. The clinical outcomes were followed
up every 3-6 months. Results Among all the 1420 cases, 152 (10.7%) were reassessed as RCC. Patients with RCC had
a lower level of hemoglobin and a higher percentage of fetal hemoglobin than those with non-severe aplastic anemia. Of
the patients with RCC, 21.5% showed abnormal karyotypes at diagnosis. The median follow-up period for all patients
was 36 months (ranging from 1 to 283 months). The rates of complete response, partial response, and no response to
cyclosporine and androgen treatment in RCC patients were 19.0%, 26.7%, and 54.3%, respectively. The 5- and 10-year
prospective overall survival rates of RCC patients were 87.9% and 72.4%, respectively. The 5- and 10-year prospective
clonal evolution rates were 15.3% and 20.0%, respectively. The 2-year prospective incidence of newly diagnosed
karyotype abnormality after the initial diagnosis was 3.6%. The 5- and 10-year prospective leukemia transformation
rates were 10.0% and 20.0%, respectively. Conclusions RCC shows clinical features similar to adult myelodysplastic
syndrome. Children with RCC have a poor prognosis, an increased risk of transformation to leukemia, and a low
response rate to cyclosporine treatment. [Chin J Contemp Pediatr, 2015, 17(1): 15-21]
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2008 4 WHO & IfiL 5 7k B2 25 2 0 e b
N L B BRI A R £E A 1E (myelodysplastic
syndrome, MDS ) 43 A XEGVE M 4HAEI L (refractory
cytopenia of childhood, RCC) | X ERE RN
i =2 (refractory anemia with excess blasts,
RAEB ) . XA P 1L 40 A 80 /0 £ i 46 20 i 3 w5 -
¥ ok
transformation, RAEB-t )

RCC 2— e th B E 2k, HiZWirik
N e RS I 4 M s R AN R I AR 2R <2%,
R R AR A <5%, H— FA A il ok T
10% B9 F 0 AT 1L, TFERAMHAb B i 5 v VR
I S 4k 2k MDSM . 3 — I AR ) 2 R B T UGG
AR JLZE MDS B — 285 MDS A Al
I PREFAE, 5. BN MDS 4328 b i i ya 1 22 1
PEIRAR L L) 40 M 72 1M, MDS fF 540 5q- 78 L3
UL DIRRaigE i ( RPBL A RMER PER I ) A
TEILED UL, A PR (50) /i
Pl D B B R A A UL PRI, RO RS
MDS f7r AT T LE MDS 4

RCC 4335 1 i i 4 A R B8 el AT A 2 B o 2 3
A8 R LA B B A A R A 1 Y i 2 1t
FF G BN A o 40 6 9/ 1 22 22 9 285 32 1 174
Lo B RERE A WA RCC 5 55 — RSB i 5 0
PRSI —RAT I PR A B AS-PEZ2 1ML ( aplastic anemia,
AA) , FRIESAEEA AA S SIS WA TE R -
PR Y3 IR B BB A DTG, e 2 1A 2]
TCHR RE 1 G A 845 "7 AR . RCC SR
B AA B tg R, AR U5 A REA W
e R H o M ARAILTE Bk, RCC & —Fiold: v
BEMEPI , A A VTR RY 1] I e A i XURG: Tl
FEEAY AA B EE W SN TR RS,
BTG I I R IR S 09, I R IR 7 e B B
A L AR B4 L RCC 1Y R
FHIE . TR RSV, BT .

4 ( refractory anemia with excess blasts in

1 #RSAEE
1.1 HRM&K

WFFE X% 0 1990 4E 1 A £ 2013 42 6 H Tk b
12 MEGAFE UL TR EE . (1) F8 0~14
BzZal; (2) PR Wi AR ER AA; (3) #12

P 114 B A T 25 2 B i B OB 1 5 4
(4) ZIBEATRAEITIRIT o

HEBRARUE: (1) BIAGIZW AL AA/ A
AA BB (2) BA AT BERY S5 R IR B B 5 0 1Y

(RAEE S g0 B A A 45 50, WBUARIIE A (8) 2
AR WA IR AR (B 520 B BRI HL K
SERBAME;  (3) AT BEMY IR RGP A (B)
R ARE L (4) BEAEA T 258ayr s mn (&)
el s (5) PRERAK A TR . HiA: Kk
Z a1l F B S A i 240
JEFE A AA SWbR S Ok 0 FR G
A AA BWIFRIES ISR
AT 5T 28 R [ R~ Bk B AL S B R B 2 B i
O BEE MR- T FE A B D1 24t
1.2 BERESFEEBRES T
B L 200 TR 28 2 R B 2 200 B o
3 Z LR EFIAL . 12 W AR S bn S % B AL AT
G20, B REAN MBS A B B B A R AR
FAB ( French-American-British Cooperative Leukemia
Working Group ) 1 EWOG-MDS ( the morphology group
of the FEuropean Working Group MDS in children ) FrifE
PEAG L RCC RGZWEREE WHO 2008 Frifie o B
WELFAEAL S PRI R A4 E
1.3 FBERESH
B 20 A g (0 (AR R Y g A R RO 4
o SR H @ R R AL A A AR 46 2009 4F ISCN
( International System for Human Cytogenetic
Nomenclature ) #5 #E " #1 IWGMC ( International
Working Group on MDS Cytogenetics ) H:H$5Fg e,
PR B 2 DM AR B 23l Jl 4 (0 A A B 23 BT i 2
K, BT 10 AT or 2O AU bR
2=/ 20 AR SRTE S AT T ROREAR . = 2
A3 ZEAR R AR TR) 1 45 48 S b B iR 3G A o o2
PR TElE . = 3 03 ZURTA [R) 1 e {2k
WO RAFTE S ek
1.4 DERTRAE
W A PEREIR R i 208 H R (PNH) 2D 3
X Ham 52 56 BH 14 550 P 2% 00 56 A28 i T UL e 43 26 1
(GPI-AP) SEREBRIC >20% , AU ML FAEAR A
SrugE R AR (AL E IR . A BRE AR
I FUMRE B & SR MHZL R34 ) o PNH 3
PR TR AR A (T -CDS5 FE -CD59) .
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MDS J AML B2 Wi 43 BURR i WHO 2008 A5ifiE '
1.5 Bk

Bt 5 2R A 3~6 A — kI 112 8 e 22 it
AL, BT A B JLITE 2013 4F 6~7 H G R —
U, BEVTZE i B LAET 5K 2013 4E 7 A
30 H. 2 130 4] RCC £ L AT Fifi 5 31 i IR 54
Ho KU 14%, HARETIETE R 36 A~ H (FEH
1~283 ) o BEVIPEAG N2 AL HE 4 i At A 45
HREAM ML . B4 SUR Y. | Y kiRl
A3HT KA CD55/CD59 ik K P45,
1.6 FFRIEMNIRE

S SRR S TR o (1) U
ML Z AP, [E] B 270 4 J8] 4 i 40 i T4
SEFRPA R

=1
TrRRAEL)

JEER! AA K RCC FF3Ubng
Fpifiz

FFELUF AT bsiE: Hb = 110 ¢/L,
ANC = 1.5x 10”/L, PLT = 100 x 10°/L

FEE VAT bz — - Ok i AR A8 2% 1t 4 1

HlAATE= 8 il; @FA | RIKIEHBY L
filh Hh<60 g/L 15}, Hb /K- EFF= 30 o/L; 8

LG (CR)

2 A

AT AR (PR) LR ANC 0.5 x 10°/L B, ANC 7K F |+
= 0.5 x 10°/L; BYIERE PLT<20 x 10°/L
PLT /K T = 20 x 10°/L

KREEf# (NR) g I I AT A A A

1.7 FitESR

FIr A G2 A B R SPSS 17.0 Geit-4 4 5¢
B B IESA R % GER) #om, 4
[&] Fb 3K F Mann-Whitney U K356, SR 7R F
Kaplan-Meier {45, 41 [H] LBCR FHAES B K
ZHZ TR Cox [BIAMLRL, P<0.05 Jy 745
HoitEm L
2 R
2.1 RCC BJLE5IEER AA BILIGRIFER LS
ARWFFEIEGA 1420 FIREA LW AR E R AA
(R L, B 2o ad B BE AN MY 25 2 T R Hl 2
[EIE S HT, 152 41 (10.70% ) FHZW N RCC,
HA 2 W hIETE R AA, RCC B ILSIEER AA
LI IRFHE L 2, S5AEE R AA ML, RCC &
JLAIEIE Hb 32K ( P=0.001 ) , G JLIMZLEE 1 ( fetal

hemoglobin, HbF ) e (P=0.037) .

&2 RCC 2JLEIEER AA BILIEKRESERLE

1]

w20 P
SR (B 7(0~14) 8(0~14) -0.034 0973
512 (fl) 753/515 73/79 (7.197)  0.007
Hb(g/L) 90(24~163) 81(32~142)  -3.180 0.001
ANC (x 10%/L) 1.04(0~9.75) 1.04(0~4.94)  -0.405 0.685
PLT(x 10°/L)  27(1~95) 27(1~379) -0.228 0.820
MCYV (fL) 98.5(71.9~132.1) 98.9(75.7~119.2) —1.270  0.204
HbF (%) 5.1(0.7~29.6)  8.0(1.3~17.5) -2.087 0.037
%Eﬁg’%ﬂﬁ% 20(5~80) 40(10~80) -3.930 <0.001

TE: FHERORILL ik (ED) 7 2o,

BB R 2= AL U HE 22 3 i s RCC
BILLL R . b7 2 A A0 B 25 1 1A EE 631 3 3]
H75.0% . 53.9% F 40.1% (K% 40 i 22 5 25 4 1
it CDA1 fepe by afig ) - RCCEIL1 &R,
2 FA 3 A LA S 1 ) L o oA 44.7%
36.2% . 19.1%, TidEE A AA BILIUA 12.1% &
PR AR 21 22 i 5% B e A I . RC.C 38 I 448 i T
FE T 9E & M AA (P<0.001) . 22.4% H131.0%
[ RCC FB L AT Dbk LA /)N A A e i S 8 21 4
M o & . BRI (3.5% ) FIAS AT 4
a1 M 5 % F {7 (abnormal localization of immature
precursors, ALIP) (1.1% ) 7£ RCC L F L,
TEAEE A AA BRI,

2.2 YHARIRIEFES T

79 {5l RCC #1302 A E A AA A W] L5 Hr i
PR RIZE R, RCC B ILA IR e ik LR
B L T AR TR AA[21.5% (17/79) vs 8.3%

(25/302) , P=0.001], RCC S Ye (o i I f 3 .
7S YRR 23.5% (4/17) | 8 B fa ik =1k
17.6% (3/17) . BZZH 17.6% (3/17 ) FHAbR:
W A41.2% (7/17) o £ 41 (4/62, 6.5% ) K%t
Yo RAZALIE H 19 RCC LR LR H et
AETL, 4350k 14 46, XY, i (7q) , 1 B4 5
BE 47, XY, +8, t (8; 21) (q22; q22) , -12,
del (20) (ql1), +21 F146, XY, del (20) (q12)
2 gl 8 Sy ta ik =ik (£3) .
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RCCHILEZ FA4MIGIT F £ 2Z —:
(1) ORE R ZHHRIT (152%) 5 (2) [k
R (UFHLME | R Sz IR ) (16.0% ) IRYT;
(3) L ¥ 1 K (CSA) A J7 (152%) ;
(4) CSA FHEM R A 2 (53.6% ) o #:%2

YR I7 ) RCC L ER CR. PR, NR 451 K
19.0%( 20/105 ) . 26.7%( 28/105 ) . 54.3%( 57/105 ),
RN CIETE 7/ Mt ag A1 DAy G 2= Ve vy = 9 =8
X (P=0.849) o KR&WHYT I MEEH 23R
JPA YT 22 SRS # B L (P=0.498) .
RCCAEJL6MH 1240 H . 24 ™ H A% (CR+PR )
a0 16.7% (21/126) . 26.0% (32/123)
45.4% (44/97) .

6 Il RCC £ JL7E 4= 1 40 M 3T 0k e 2 d Al
AA/EBEAY AA JKFEE, #2532 THUN T kT i e
FERRE A (ATG ) BRA CSA 150 2 G B J 1A TT

(IST) , Horb 113k CR, 54 NR. 3 4] & JL7E
4 (L4035 i 22 J R0 AA/ B R AA JK -
ez Vi TR At . bk 9 Bl LARTE AR

2.4 FrREINER

PR R MR LR AR 2R
UREYIRAIT B TE] . YRV HT Hb. ANC. PLT K-,
SRR RGN R R B E RS I 40 A
LS B CR 3, BARCRB T, ZHRESS
MRS B CR F, BASCRMER SN ER,
25 &%

FERETTL S, 36.1% (44/122) RCC B ILIEZ,
Hi25% (11/44) RCC BILEZY G R Ko bR 1B
BILE R _LIP s A, HARTER,
P2y Ja 2 R AL R R A 25 ) 6.5 AN H (S
1~87 ™ H ) o 152555 %1 11 il RCC &L,
3B E T ZIRIT A R 1525 )5 2 R 5697 T
Z. CSAYTHE., MEPLRIT TR S CSA W& i [a] 3470
X Kaplan-Meier Al TH5 25 f5 2 4F Rt E L FN
28.4%. 11.5% (14/122) BJLARIT RS R K
(BpZkEJFkA CR 5L PR) , Hi 3 64 B RTA
PP TE R 1 BIEE PNH, 1 R e A R

W, RELHEN (F£3) .

% 3 TEREET RCC BJLMIGRIFIE

G BISAER BRICERR] S ——

fI7 HASH L ARSI A

(%) mtE (H) )
1 5 9 46, XY, i(7q) CSA+ HE#E CR CR yean
24 AN [l /Y 38 BE 47, XY, +8,
2 13 9 1(8:21)(q22:q22), —12, del(20) CSA+ e NR NR Jaar]
(q11), +21/46, XY, del(20)(q12)
3 2 17 47, XX, +8 KRBT NR NR BET
4 11 23 47, XX, +8 CSA+ It PR PR peRes
5 6 26 AML KRBT NR 7 Rgfig e
6 37 AML-M5 LRABYTY NR Ir KRG e
7 9 10.5 AML-M5 CSA+ I NR 7Kg e
8 13 36 AML HHAYT NR I rREf e
9 6 125 AML CSA+ I NR WERY AET
10 60 AML-M5 ATG+CTX+CSA+G-CSF+EPO NR WERSTY BB
11 7 22 AML CSA+ I % NR WERIY AET
12 10 40 AML-M5 CSA+ M2 NR R AET
13 10 85 PNH CSA+ e PR NR A

W AML: 2PERER I ; PNH: FE&PEMEIRIE MLI A R ; CSA: MMEER A; ATG: HilliIRaniuskeE e, CTX: FRBEMEN:; G-CSF.
TEALKAIERFN F; EPO: BT NMRLLAMERZE; CR: SE2%f#; PR: FOZEM; NR: K%M,
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26 BEEEGFREEERTSN 15.3% F120.0%, AEEH AA LK 0.8% F1 2.7%.

HAEE M AA M, RCC HILMIRA iR 2
(P=0.032, K1), 54H110 40 BB A A7 50
Bk 87.9% F1 72.4%, AEFEHY AA 435K 93.8% Fi
85.7%. AWFFEH v AR ALHE 3 PGS 2k E
M7 . PNH FUE B G ik i, XHEHEE A AA
BILILEHE MDS, Z T2 5, RCC B IL v
AFE 1 10.0% (13/130) (£ 3) . SAEER AA ML,
RCC BILraFEAS i XU i (P<0.001, K12)
RCC L 5 45N 10 4F 1) 190 8 o b i A8 R 4 1 oy

1.0 7 P=0.032
NSAA (53/966)
0.8
RCC (13/130)
0.6
%
H 0.4
0.2
0 4
0 24 48 72 96 120144 168 192 216 240 264 288 312
SATERE ()
E1 JEEZ AAFRCC BEAEFBR  SlEm

AA (NSAA) ML, RCC HILEARALFRZE, 545 10 4FF) Y
HEAERN 00 87.9% F 72.4%, AEF I AA (NSAA) 4398 93.8%
F1 85.7%.

P<0.001
0.8
é[U-E 0.6
il
o
ﬁ 0.4 +
0.2 4
RCC (4/130)
N NSAA (3/966)
0 24 48 72 96 120144 168 192 216 240 264 288 312
S B e e R ()
3 3dEEF AAFIRCC HMFWZBE B H N =IEH
FfER HAEEM AA (NSAA) Mk, RCC #JLFRH# L

Yoo RAZ T S (1 R A T . RCC BRI 2 AF U0 11 B i e £ {4
SN 3.6%, JETR AA (NSAA) BILH 0.2%,

AR E A AA M E, RCC HJLRRE A B B YL @
A% A S w1 KR 8 (P<0.001, &13) , RCC
FBL 2 AR TN S IR I e R S 30 3.6%,
FAAA B ILN 0.2%, RCC FAEE A AA B L 10
AR TN PNH HEER 508 0.5% . 0.3%, Pt
BERTGHFE L (P=0.396) . RCC £ JL 54
FT 10 4F U 1 0 5% AL 28R 10.0% F1 20.0%, dE
FHAA BILN 02% F1 1.2%, SAEER AA ML,
RCC LA ML R m (K4)

P<0.001

0.8

ﬁ'( 0.6
&

B 04

RCC (13/130)
0.2 4
NSAA (10/966)
0

0 24 48 72 96 120144 168 192 216 240 264 288 312
o TAT DR R ()

E2 FEEZ AAFIRCC Bk E2EEEETIER
SAETE A AA (NSAA) FHIHL, RCC L v F v A28 1 JXUR: 450
RCC UL 5 4EH1 10 A1 TUH re b A8 200500k 15.3% F1 20.0% ,
JEE AA (NSAA) FBILK 0.8% F12.7%.

P<0.001
0.8 A
v 0.6
#
I
&
0.4
RCC (8/130)
0.2
NSAA (3/966)
0 B &

0 24 48 72 96 120 144 168 192 216 240 264 288 312
IR () ()

4 FFEBHAAFRCCHBAMFENHTERT
1B SAEE R AA (NSAA) AHLL, RCC L 1L iy
SRS, RCC 2R JL S AR 10 4F T (4 1 s % 16 R 10.0% Fil
20.0%, dEFEA AA (NSAA) HILHN 0.2% F1 1.2%,
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PR R R K BA TN R S RCC
HBLEIARAAE R A BASE: Hb<90 o/L ( P=0.022) |
ANC<1.2 x 10°/L ( P=0.006 ) . % i B} e o {4 4%
B SH (P=0011) . AREM (W RT5HEE
W) S R B 22 ) (P=0.011) | JRYT
A HbF < 0.025 (P=0.003) . % PAS 4L BH
(P=0.049) . HFZARAYREIT %M RCC BIL
SR AR ORI e A3 25 S TR g i B
P2 FRRIT S 25597 RC LR AR
A 325 TR R Ge T3

3 it

RCC 2 2008 4F- WHO i Ifil 5 9k L 2 5t Jih 7
LW o R E T )L #E MDS 8 5E 425, RCC 2
JLEE MDS fc% WL 2, 29 &7 JLEE MDS 4 1Y
50%"., Hi, XFTFX—IEEF RS2
RIMA I, JRHEET: AR IRE RCC BA
5 AA FLAYIG RERAE . X IST BYFFRORIf R % 15
ARAFARL T — A e R S R 5 RCC BB
FEASAAML P2 A FE AL T & 8L RCC AL EE R
R AA BRI N AT D, WETEERA A
X ZEAR RO BAR S AR R A 1T i R s 7
L, BRI TFIR 2= R s R E 28T
i EE, BEEMFIYE BT RCC 5 H M AA/ 8 & ARl
AA By LEE, HBEVIER# ., K2 RCC B ILE
B AE FREE A EA AA/ G E R AA B, AN
THEUKE B TAEE A AA, EH A AA FT RCC
PRSP RR , BE VT ]2 85K A RE Ak A o
BRI R 1A

AWFFE % B RCC B LA Il Hb /K5I,
{EEBERE AR IR W B ER IR, FrilE e R
AR ER, RPN RGN & . BW AR
5 F LT A L, Bt RCC BJLEA B
T LAY A AT BRI 0 2 v ) I 4 e T
FUSHEE R AA UG RIFA AR P, A5 b
A BB AR T AR S RCC RBJLAYYT UL
TR, FORBE RS RCC 5 LXK,

RCC HULEA rebEtErs m e S, S5EEA R
EARFE A AA LA " RCC LR R
R AL R R, BRI, AR

RRE e, U ) e T R A A XU A
SRTRIIAETE RS AA ) I Y AR LR RE
TRITHIE, A KR ] G-CSF, ZRaRE1IST AR
k32 ATG Je CTX JRY7 5. 1 RCC B ILTh 4k
FAIMEHE 5 EA 7 S @R SR Ak
B G, SRR, 28 RCC A HARKE
(A Ta) LS 5 AL I XU . 55— 7T, RCC L]
PNH 4k 2%, BEAEWFFTIA N AA 3% 1 8 PNH
i R AR 1 AR ML R R e R S BN
Bl 1 5t L) PNH Fo B4 so s ke =2, &
REA: A I — 20, A5 R4 RCC B JLXT IST
IR, R BILE R SRR A X, &
WL RPN, KIEEA2W RCC BAREAA T
FRAEE, (RXHR T A AS T 1 A7 SR B o

REFEMF I 45 B, S (=) kig
J /N T 1.0 x 10°/L () RCC X IST J7 %% 5 5 5 AA
ol AR AA ML P AR AR S Z B AR,
RCC B JLXFLL CSA 2y F= G e 4 il 77) B iy 5 A Hi Y
AA 22, TEREMRM, HFREER AA ol H A
AA BF, AT IST A BCR IR B R TR s, 78
AA BJLT, A, B SEA0 RE i AR
PR EAE P, (H EARRE Y S RCC BILY
RMICK

REAEBF T A A RCC B JLIG PR¥E 19 55 HE 8 7Y
AA BILARL, EEEIET AA " AR 5T K R
Vit R, RCC LA SR AEfE R AA 22,
ATAEENA . (1) REAAFIE b 2 E LI SR AA/ #
AR AA VBN RCC IXTBRAL, WKL 4L RCC ik
I AT SR AL AA A, AREFSE R E/R RCC
AL I B Hb F1 HBF &b, A PR $8 b s I o 2
AA T EVEZESR, HIL, ER AA B EA AA A
B AR 22 0 S AT e S B ey, (2) BEfE
KEFWFEREVT I 88, " REARRKE T 2 RCC e
R ARt E] . AHFIE K& B 54% vl s kA T2
Wiis 24 A~ A, BT ] K 5 A T 8 5
HAL TS 25 51

i bprik, HErLOEAS R IERNZET RCC
HANGKRZE L. RCC HA MDS [WHHE, SHEHE A
AA BJUMLL, BRAfRE, BB,
CSA JRYT RCR R . [FIRE, Fa5R i H ATz Wi
RCC A EA S, FAEWFFEN & 1 TR e et
UEFE, A DRSS AL S5 Sl PR o P (A 3
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