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Abstract Objective: To study the effect of umbilical cord-derived mesenchymal stem cells (UC-MSCs) com-
bined with antithymocyte globulin (ATG) on patients with severe aplastic anemia (SAA). Method: A patient of
SAA-1 was treated with ATG and UC-MSCs. Blood cell count, reticulocyte and marrow hyperplasia were per-
formed. Flow cytometry was used to determine IFN-Y and regulatory T cells (Treg). Result: The blood cell count,
reticulocyte and Treg of the patient elevated,bone marrow hyperplasia became more active than before, the interval
time of blood transfusion extended and the level of IFN-Y descended. There was no respiratory infection,abnormal-
ity of the hepatic and renal function. Conclusion: ATG and UC-MSCs can improve the hematogenesis of bone mar-

row in aplastic anemia without obviously adverse reaction.

2013 4
26 % 7

Key words

poiesis

B B A  FE 0 Caplastic anemia, AA) J&—Ff
F B 928 A 2R A 5 1 B s 0 M O o L 4 I 40 i Dk
/U B A A R i e AR R R R AE S RN S
K5 T ik C A A Y 5w i AL A O . I, AA
(IR T O E =AM T 96k 0 40 Jf 1) % b 55 15 4 H i
PEFE o AL e I RIG 7 2 A E AA R I mAK R
T B o SR, 5 I T s AE AR IR T I A
1 RS S o B IR YT O R A )R, T R
BRI B AR . [ FE T 4 il (mesenchymal stem
cells, MSCs) i £ v] B8 & — MR 4 B9 £ £, MSCs
2 A I T A B 1) T A B A, AN AN i
SCRAEF 0 B e AR . OB 55 BiF 98 &
B, N 8] 72 )3T 1 40 ffd Cumbilical cord-derived
UL K F AR E Kk A 30 i 2 AT GL R

M ,225001)
@A . B AE , E-mail: maolujiu918 @ yahoo. com. cn

aplastic anemia;umbilical cord-derived mesenchymal stem cells; antithymocyte globulin; hemato-

MSCs, UC-MSCs) ZEMR A X AA 3 T ik E 41 i
HARBEETER ., A SO 1 5] 5 85 A B 52
LML (severe aplastic anemia, SAA) | K & & TE i
i) i A i BR 25 CATG) Jr 3Ll BB A UC-
MSCs 697 UG T BF RCR & r
1 BREHZE
1.1 %k

BEL.H .20 % A B R0 4 d A
BE . ABERT I B : WBC 1. 6 X 10° /L, H P i 248 ifg
29.9% (4 Xt 0. 48 X 10° /L), Wk EL 40 L 66. 7%
(A3 1. 07 X 10°/L), RBC 3. 17 X 10'?/L, Hb
106 g/L, PLT 3 X 10°/L; M £ £ 40 Mo & 4 Ik
0.1% .48 %8 0. 005X 10"%/L, 2 IREBEGH =~
SN A TANANE S R O iR (A= R I U
R EL AT 96 00, A A 2 96 5 - B O AR < 3G R
WA G T ARG £ 2 R AR AR, & B A



57

F 707 A PO TR 2 M BRI A I A (] T8 T 20 MY T R P AR A AT 0 1 ) « 451 -

M/D W, 2Wr SAA-T A1, SLEDV T ATG (4 iR
)3 mg/(kg « X5 . HFBEEE 5 mg/(kg + d),
L4 it 45 V% il K T (G-CSF) 300 pg/d 21 40 i
AR 6000 p/d HE M A 2 (IL)-11 3 mg/d
R ATG M2~ RN . A O RBPKER., 1
FEIEIT 2 A E,,%%%%ﬁiirﬁmaﬂﬁﬁ,mﬁ
MM, M UC-MSCs #i i CH T 250 Z8 M AL B
T 40 JZE 42 L) . G-CSF 4 4F 200 pg/d <10 d.100
pg/dx10 d.100 pg qd EH B, UC-MSCs IGI7 2
J G B Sk B = e R AR, WBC T8O 4R b
T o B 1 A B IS BK A a0 (R R s ] AE G 2~
4d,
1.2 RITHE

ATG 3 mg/(kg » &) X5 d. AL Z 5 mg/
(kg » d).2 A J5 A UC-MSCs 1 X 106/kg,
q2w.iv. gtt, 38 2 Y. HE TR LGS T M ZEOR AL |
LN umléﬂiﬂ’@%mﬂéléﬂiﬂ’@ﬁéﬁtfﬁn%%(1FN>—
YK AT T 40 (Treg 40 D) F 1), 15 56 38 4=
JE T B D AE i 1) B R D) S5 1 S T kRN 4 4 ik
PENFR AT
2 R

UC-MSCs S /B Jg M4 2 M H B M|, B &
WBC, H 1 ki 20 g . RBC, Hb, PL'T Fi1 % 23 21 24 Jfg
THECTE S i R E K T 2~4 d(R 1, BbAbh,
UC-MSCs % i J5 B & 5 86 85 A= B 1% 8K (&l la~
d), Treg 40 M08 0, IEN-y K FEREAK (F 1), JoIige
BRI E DI .
3 g

KT AA MRS AT sy 2R T T
I U 40 S 3 0 B B 2L L 8 4 i

M, ITAEA WS K, AA B B BE R S R T
20 i (bone marrow mesenchymal stem cells, BM-
SCs) A A1 15 1 37 FEVE F . 35 FRAIR , 32 8 3 1 2 R AF
FH A A 32 40 i e 7 B A% P fiE 5 8 BMISCss 1 14 5H
AE 1 AR S o i T4 i IR 7o /b . Rk, B
R L2547 T MSCs JAYF AA J7 T 1 S A 5% .
2R B R MSCs 3697 AA /N & B/ BB
B BEUT R e R 40 B L ) B AR T AA B AL,
$£78 MSCs 0] 6830 3 18 5 e e i L 52 ) AA /D i

B HEE MERE . MSCs i 1 i€ #F 5 8 1 1l 2 5e 51,
MREI ] AA B I 5 B IEN-y B9 200
B AA BE Treg 4@ L H2 *

AR ATG B4 UC-MSCs 3897 1 il SAA
BT ATGIRYT 2 A J5 fi ik UC-MSCs, LA il
SRR TS DX 20 A T A R A R RN i i (7]
I s 0] 11 DT £ 3 %) 365 i ) 55 0 5 A TFEN-y 7K F il
Treg 4 M LL 41 T f% UC-MSCs X AA J&J7 I1E
L. G5 R LB, ATGIBYT AA By , 1 20 i
THEC T AN W S, B e A L R K i, SR
KIL.ATGIRITE 2 D % UC-MSCs, fiiiF )5 2
W 2 3] 1 200 R P 22T A e RO A T
8 A= P IS BK ot 17 R R (R A K I PR JR Y {A?SUI%
) | R Rl = R el A S
IFN-y #£ UC-MSCs % ¥ J5 T K&, Th1/Th2 Ll #
FIEH s Treg 400 L 411 B B - F, wiHH UC-MSCs
REfE i BT L D Re K &2 . 5 e M A5 A 58 45 R —
. Treg 4 & — 2 & 2 A S e I8 77 40 0, © A
WEFE N MSCs 410 il bk B 200 B 2 38 33 3% &5 19 Treg
Ak S B . FRATT B 5T 45 R w0 2B E B, UC-
MSCsif 57 AA B HL 1 5 40 ] 7008 28 B+ A2 il &

% 1 UC-MSCs & f7 B /5 % 1f 18] BS B [8] .\ Th1/Th2 & Treg 44 i 254k

2 5 RBC/d PLT/d Thl/Th? Treg 4/ %
IFN-v/ % 1L-4/ % IFN-7/1L-4
VR YT I 5~10 3~7 6.6 0.6 11.0 4.8
RITIE 15 d 9~12 9~11 6.1 0.7 8.7 10.8
WBITE 14 A 9~12 9~11 6.0 0.6 10.0 11.0

I i . . ‘

f:% ;gf- jg q *@.

c:nu... s O WLt

a:JRITATbIRITIE 15 dse: 3697 R 1 M AsdRIF R 2 A,

B 1 UC-MSCsRITRIEEmEEET L
(F#% 454 7



« 454 - e PR 1L 98 2% i 526 ¥
{F AR TS BT 1A 100995 40 B 1 e sl a8 A 6. AML their higher apoptotic and proliferating status in pe-
HBE KBRS S e 25 IR i W 0 T ripheral blood of acute myeloid leukemia patients[]].
Z’ET#%%%?&%E%%Z~O {E CD4* CD25™ Eur ] Haematol,2005,75:468—476.

P T élﬂ}]@%{iﬂ’ai%,ﬁﬁ'&f&?%éﬁﬁmﬁi% El [4] BEYER M, KOCHANEK M, DARABI K, et al. Re-
| N " " P duced frequencies and suppressive function of CD4™"
575 2 LS R e 1R HAS B S8 5 CD25 high regulatory T cells in patients with chronic
KHIML WK, Szczepanski %% W AF 58 2 B, CD4™ lvmbhoevtic leukemia after th “h fludarabi
ymphocytic leukemia after therapy wi udarabine
CD25 " 45 P T 40 i 38 15 19 808 78 S0Pk B s & [7]. Blood, 2005, 106 : 2018 — 2025.
TR T L A 0 O AR AT AN (5] s R R L I R S0 B O S8 % CDA
T BRI Y SR R AT LA B R R . AR CD25 " 354k T 40 0 i 25 4k K i LT, i vg B2 B ok
B, AML B L CD4T CD25 3 ¥E T 40 i 5 & 222245 92007,38(12) 1106 — 1108,
TR LR I EL S 10 fe e BE RS SF 0 %s (6] RALAINIRINA N, POLI A, MICHEL T, et al. Con-
H—EW LR CDA CD25 " 8 M T 40 Y trol of NK cell functions by CD4 " CD25" regulatory T
RRE BT LE N AML % 2 5 2 % Bl i cells[J1.J Leukoc Biol,2007,81:144—153.
et A 1 OB A IR (7T R R . S 91
a4 1k CDAY CD25 ¢ T T 41 5 A i S48 L S A 0 R 9 P T 20 M AR R i R = LT B
‘ . I R BE 22,2010, 18(11) : 2230 — 2233,
AR E IR 1 ARD] To CDATCD25" HBRE  roy g a5 W0 %, b 1005 2626 3015 4 T
T 20 A2 32E AL AA T i g 48 A ) A 2 o7 e Bt T e I H B T K s B 5 ST T, I B I 2% e 7%, 2010,
Te 200 JH0 S 92 6 3 ) BB L R B, L 4 R A 23(3):71—73.
X CD4" CD25 " #8945 T 40 iE /) 2 1% £ f 3l fe [9] SZCZEPANSKI M J.SZAINIK M, CZYSTOWSKA
WEAGEAE FH L % n {Ejﬂﬁz}:ﬁ AR T i — Y. M. et al. Increased frequency and suppression by regu-
5 % Tk latory T cells in patients with acute myelogenous leu-
C1] #cdz. 45 TR, S0 40 7E 14 155 G2 36 97 1 o kemia[ J]. Clin Cancer Res,2009,15:3325—3332.
HBF ST ). B2k 2R, 2006,12(12) : 739 — 742, [10] skZMg, & &M, T 7%, %. CD4" CD25 @ R iB T
[2] 32T, MW BT B ELM. 3 2. A5 B2 t T Al S L = o B A B R R R L. B
B 52007131 — 133, T35 . Wk EL 98, 2008,17(4) : 267 —270.
(3] WANG X.ZHENG J.LIU J.et al. Increased popula- GRS B2 :2012-12-26)
tion of CD4 (+)CD25 Chigh) , regulatory T cells with
(EBF 451 T LG R BEE ,2009,13(40) :7908—7912.
Fhie Treg KA K, WBI7 R, B# R (3] Zefil 8, 5 %, 25 B0, 45l 70 5 °F 40 e T A6l o
PAT IS I BE AR T Ak A S R R, PR UC- A4 G R 2 M 2 S - A AT R BT Al /N B Y S
MSCs #1422 4 11 TIRELT ] v [ B A= B A 7, 2010, 26 (5) : 987 — 990,
% s vh BT A Y R B 1 T 40 e R (4] B=& . miEF. TR & JFH A K FF3 ALL
. ey i e /N BERS A S GVHD F1IL VS Thl/Th2 485G 40
MSL?/H\/E:ﬁEJ%@ 5 i E“?iai%ﬂ Mz PR i s e (] o ) 52 38 0 W2 A% 35, 2005, 13 (1)
SHCIERE . ATG A UC-MSCs i i AT 5 ATG N
Y S e R AT AT T2 D REREL T 15y s o 4 R T S A 1
T R4 sE N H AT 5. UC-MSCs 1 7] fig il 0 H WERRPEAE I B % CD4 -+ CD25 + Foxp3 + P T
IIT SAA By — P &nl 47 B9 40 3R T J7 ik (H 40 B W R B Y L. S5 BE % 2 K. 2011, 27
T BRI 2 42 A R LS T 22 19 1) E — 20 IE (9):1582—1585.
S (6]  SEmte, QBE, PMIE 7 , 5. A JBF 7 18] 58 0% 1 40 Jf X5 4=
S & 0k B T P 2 1M SR Treg 4L AG 2 M [T, i [ fo 93 2% 2%
[1] KAITO K. OTSUBO H, USUI N, et al. Thl/Th2 i&,2011,27 (9):837—839.
(7] &0a, 84, %A 24, 4. i B8 IR 58 BT 1 40 M va 77 F A=

lymphocyte balance in patients with aplastic anemia
[J]. Rinsho Byori,2004,52:569—573.

WRHT A IR, A B 2. B A 18] 58 5 T 440 o %) 744 B
0 T 40 p 38 1 /E T D, R TR 5

(2]

B4 S0 9 7 2 B % ax PR LT ] 7T AR BR 2%, 2010, 31
(21):2797—2800.
Ok A% B #7:2013-01-08)



