FTREF 2009 F 12 A% 38 K5 24 ¥ 3125

o E-
Bkl CD34 " 4R 486 77 5 & 1 IS B A 20 R S & e B9 I PR F 3R

A ORLK OB LVHRFELE R IEAE LR, T RA
(B ZEZERFHMHFERLZFA, FK 400037)

H E:HH Z4BRAE6 AL CDMT T mBHE AR EREEmLE S RN EE, AE 14 36 FHL
MrE B IRE S E B A E E Ak A ksl CD34T m R, LR ik T R A AL F LR IR IR T FROTITR,
HER BHEBHERKAENE X IR B s M RS TP REmMIEK T 0.5X10° /L. s AR X F 20X 107 /L 49 B
B AR A +12d; +45d WAL BT H IR Kom AT B h e i S BT L. ik g kshib CD34' WA AL h 08 57 # A Mk
PRV A0S % R A AT K.

K4 AR LhAL CD347 4 il s 4F A M eE B M tm IR3E % ik b T MR AS AL

FE 42 S R557. 3;R457. 7 X HRFRIAED : A T EHS1671-8348(2009)24-3125-02

Transplantation of highly purified autologous CD34 * cells from peripheral blood for treatment of HES
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Abstract: Objective To explore the clinical effect and the safety for treatment of hypereosinophilia syndrome(HES) by trans-
plantation of highly purified autologous peripheral blood CD34" cells. Methods A 36 years male patient, with HSE, was treated
with transplantation of highly purified autologous peripheral blood CD34" cells in Xingiao Hospital. Peripheral blood stem cells (
PBSCs ) were mobilized with G-CSF alone,CD34 " cells were enriched by CliniMACS. The high dose regimen was FAM condition-
ing regimen (fludarabine,mitoxantrone. cytosine arabinoside) and we observed the hematopoietic reconstitution and complications
correlated with AHSCT. Results

covering to =>0.5X10°/L and platelet =>20X10° /L existed in 12d and 14d post transplant, without serious toxic reaction and com-

The purity and recovery of the CD347" cell product were 99 % , the mediumterm for neutrophil re-

plication found. Conclusion
safe for HES.

The transplantation of highly purified autologous CD34 " cells from peripheral blood is effective and

Key words: PBSCT; HES; hematopoietic stem cell transplantation

T P T R A Y 2 0 A R R PR
PR SR ROR K AL, W 25 AT B R4 ik CD347 41l i
ol . AREE G E AR 1 1 055 & 1 8 T 14 L 240 i 3% 22
FBE AT AR 4L CD34™ 41 M B A A s, SRARGE W T .

1 &R R

1.1 BHAE BF.H.36 2, B0, WFEKR) TS
A, BIREE UF BOoK M 14, it ffig 2 8 A4, T
2008 4F 11 [ 21 A BIABE 297 . 2008 4F 5 H & H A K,
LB BB LRI IR O 45 b R S IR, A i B . WBC 13. 3 X
10°/L ,WERRPERL AL 0. 45, B 8ESIR IR TR 40 il £ (5
40%0) IRHMMIIE Z AT MR A5 TR R . S PERE AR L IR OR
FIFA KT 30mg/d po) ¥R YT A 2 (A W R M kL 41 J 1 450K BE 1k
HIE®E) ., BT UL o TR BB O 52 R IR YT
. T 20084 11 H 21 A A4 WBC 12. 9X10°/L , Hb
119g/L,PLT 157X 10" /L; B MR R 40 0. 4335 B B4 /N « 3
A R G G TR T AN A 3 Ry 25 %0) . R R v R
37 2438 BCR/ ABL il 4 3 PR 4

1.2 BAEATHER

1.2.1 HHAEE mA A, mwH M. WBC 10.7X10°/L,
Hb 118g/L,PLT274 X 10° /L. 1 4l Jifd 73> 2 . 1& v 4 4 7 2
Jl 0. 50, BEERM: 3 - 40 0. 22, R WL RERR YE R AN . 2R H
EMAREARE (- +4+), MEEAHRK. y REA
64.2% , pEERE A 1gG 65 Tu/mL, IgE 510 Iu/mL., X% %

ORFESEEES WIER.

B 25 K 7 225 Tu/mL; C &2 8 H 107mg/L, Ty 5. 4
pmol/L, Ty 23 Tu/mL, TSH IE# ., R&EM . EEF(++ 1),
B3y & & 8 22. 8g/L, ¥k & B 67. 3 g/L; HBV DNA <<
500copy/mL,CMV DNA<C1X10*copies/mL, TORCH ; E 4 i
i TEDUIR TgG 55 FH 4, B Al 20 TP AR TG S FAE . 2
AR R B2 A e B T LR AT L IR O LB | i DT R I
W PRIRAR YD PO PUIRE L A A AN TS B A B L &5 R T
TR PR Y0 ) L H b 5 B K8 0 A B SR R DU LT & 10
T PPD il ¥R B, H R8s G A RER VB R M kL
It LU BRG (7 25000 . 98O A JE A7 242 3¢ BCR/ABL il &
FE DM . o A A A T 9k B A A AN 11, 99 % .
CD3™ 41 Jfd o 7k B 40 By 87. 94%, CD4™ 5k EL 4 ffg 8. 17%
CD8" /i ik L 4 76. 08 %%,

1.2.2 HAbkH OHEIES ., BEE B8 R mm s o, 5
JO TR PR 2 KR LR MU SE ML R R 2 K. LSS B
LIRS ETTRE N AN TS NP A d B N3 L Ly NI N w s R
for o W PERE A o BT CT - A B K BN R 5 T 20 45 i A, L)
iy e A VE R

1.2.3 XK IRELH SR, OERL LR TR 2
TCRH AR R IS PR YL b

1.2.4 BHAET ZRSBEZBIREABHEITHE K
%, 9f-F 2009 4E 2 A 4 HAEZCAEREZ ).,

1.2.5 ZHEFZE 2008 4 12 H 4 BT AAKalifk CD34™ 40



3126

MRS 61 7 R ON PR B BENE Sg 1 ~2d. B H M R R ALK E
WBC 3.87X10°/L,Hb 97g/L,PLT 85X 10" /L, 8 i1 4, 1k
J7JE 13d, R F L MOED 5% CKFE B 10mg 1d,8mg 2~
3d; KRFEIAH 0. 1g 1~3d; KEHI 2mg 1d; HIFEK 10mg
1~3d) 361, 4424 g 1 PR 400 B T 80

1.2.6 CREMB 2009 4 1 A 12,13 H 434740 1 75 i
F UM R AR, R E S RINA . de A E R E LR
MNC:19. 73X 10* /kg, & 1t ClinMACS 4> & J5 CD34™ 41 il ik
2.7X10%/kg,

1.3 A

1.3.1 Wi FE FMAGGEERE 30meg/m”, K6 BER
10mg . FTHERL T 1. 5g/m®) , RIS . CRF A i 56kg, & =
164cm AFRM 1. 6m*) . — 7d. 53 AJZ W= L 47 i ik I
AR —6d, Ik 30mg/m® + KICHEM 10mg+ BB M
1.5g/m?; —5d, FA P 30mg/m® + KAEEERE 10mg+ Bt
M 1. 5g/m”; —4d, FA HLE 30mg/m” + K FE B 10mg +
BT 1. 5g/m” s — 3d, #A PLIE 30mg/m* + PTBE A4 1. 5
g/m’ + PR A I Bk & Smg/kg; — 2d, A LR 30mg/m’
T M AR A B R 1 Smg/kgs — 1d. AR R 01d. HAK 4 fk
CD34 " 41 g [ 4

1.3.1 BHJE FEILERBIE

1.3.1.1  BF# DK 2290 (VOD)  # HEAIR 4> 7 45 e 15 fl &
FFSESR . B 2 WD) LR K A Ak
1.3.1.2 &Y CMV DNA K4 1k, By CMV g
F i < BT E 9 5 0. 25g/12h, B . 2= -+ 100d, MR 8 1M 5 4 %
5 BE IR 38, 5°C A M IS AR R L IR A B AT
LK TR Ay 500 SR A

1.3.1.3 HAVEAEI AAE R AL EE  HR 3 R ) () 35 0 of
A D B 4R R Ky U S5 25 W R SR 9T s B 5w BEE
B 5 5T AL R R 5 PLT<C20 X 10% /1 B % 14 %5 fif PLT
4 400mL,

2 % R

2.1 IMEHM BAH+H4d DA R 0. 14 X107 /L B AE+12d
T 1M1 T A B A, b Pk 40 i K F 0.5 <107 /L PLT>20 X 10"/
L HATHE 525 - mg v PE G A RL 40 0. 165 S HERL 40 0. 06518
PR PR 4 0.

2.2 HREZ  +38d EEEBER IR A V] BIEER,

2.3 BHEFEHEE

2.3.1 &Y R4+ 3d b BLIEW . =L IRIR 39°C S I 45T
S 0 IR TR b e £ B R e 3 MR v G TR T R R L I e 8
U RR S 3d SR 2y

2.3.2 VOD WMEZEERIE+30d £EE VOD I AAEIK .
2.3.3 HAbHEEAE AR PR ST O NET) BB
e H P TR bR R 4

2.3.4 AERIRAE HBFH+30d0R R G . BRI gE &
PR R S LB R IR I B BRI B U R K i
AT bk 2 45 o R S R BT 2k . LIS AR A Bk Y BREE T
64. 2% FWEZE 24%;1gG /i 65 Tu/mL FREZE 20 Tu/mL; IgE
M 510 Tu/mL T BE 2 400 Tu/mL; EEHLABRE A LE(—),
SN CT W B GRRM B A5 E Y R W%, BRTiE
TEE— 2B I R

2.3.5 By HAT M+ 90d J5 . A i M. WBC 5. 4 X
10°/L ,Hb 119g/L,PLT 157 X 10°/L; B BR MR 40 AT 2. 5% 5
HRER R A E RS .

FTHRESF 2000 F 12 A% 38 545 24 #

3 it it

W T 240 L 38 22 i A Shy I T P A PR 22 o M v T
PRI S 2 (HES) 8 M08 19 40 i (1 10 (CEL) . MR M ki
AL (EOS) W RF 38 i LT 3Z B LA K EOS BB Kt 3t 41
AT B R L TR AN L B B A B L T S TR TR
A TR BB R A R E T XSS E R E
YERR K,

CEL F1 HES 124 [ — 1 5 35 995 V3 g 18 1 6 184 T 1k 92
975 » I LR A I 2 5 0 3 OG0T 240 0 1 O e PR, 4 R R
o R TR T A ] IR LG A0 B R T 2 90 3 i v R LG Al
Mi7E 5% ~19% .CEL BNl 2 Wi, WA 40 M8t i 5 5%, JF B
LHEAN ML L1/ T 20% . 12 W28 HES, 504 T 40 fg A 56 19
HES, 7EIGIR I HES 2 30AE & #4955 0l L 00 B AL
FEF R R 11 Wt 9 0 S TR TS LT B R ki AR 45, %
BEVSH N ME R LR, HME L EOS 4%t 114k
— HE B 2.5~5.4X10° /L, B ¥ AR K MIEE M. #hE
SEIER R BIERS A, RO 8 S ok L4 4188 TR I E R )
5B RIAE R AR B L O L R R B 25 T A
L, B9 A 4 0 A 7 245 TR S R, ELEB S ) K A 7 TR) — e 00 5
o R E e, N B A e 53R A T 40
19 EOS W75 i B W TR AH 40 i 5 B M7 3 A 16 1 $27% T 40
fiifE HES Eym ALl h il e B A bR Z MM, K4 14%W
HES #8735 74 P9 ] Kl 31 ok 2 e 5 R A0 T 40 it fie i L 19 R 7
Sy CD3" .CD4" \CD8™ BT BE R EOS /Y =4, 2 ilF IgE
B A . fEE B A0 . R B R B S y BREE L RE . fE
BT — RV E IR T X —Y . HRERKRERA K
ORGFIRYT A R HARIR T e R F1 2 R 2 A kBT A
R A (4 ) R X B 225Iu/mL; C [ & H
107mg/ L, 2 1 &9 R B AT G e A G B B A7 2 L BT DL BL 4% S0t
CD34 " 4l Al 414

HES W—RUAT AW LIRERME . TR FEE)E.
S EEIMRIFR . B A LU EOS Al fE M T £ w
A fEA% EOS 7K - ; 83k Rhe/PDGFR Rl & %: [H 5% BCL/ABL #l
B I EOS Y AR K AN 38 5 BE 1 FT LA b i 22 9 dk i 400 o )
e FTTHI . R E B AME A A R vk HUR IR A,
G AL i HL T8 e R A e e /N RGR R 2 0 TR
Y ARp I ] 30 AR 0 AR BRI . R E 24 E T i
FEWIIT 4, % e o HA F R T AR M EOS Bon KA v
T2 AEL M L B P L U A e A M R L R B LS N IE . S
AT A SR & B & K T 4 /7 R (free disease survival
FDS), #&ESMRIE W B8 T B 7R S8 R L & T 20 5 5% 4 = 06
7 5 R MEIR ) A T B A AE R 5.3 4R, H O BCL/
ABL AltG 3L (—) By HES J8 35 X s 22 W2 5% B 410 ) 570 IS 34
% H ClinMACS(magnetically activated cell selection) 0 J5 % ¥k
SR G E S CD34 T AR Bk B A T 4.
HELS S 3 Sk T Ak B G B R N SR v I AN M AR R Sl AR
CD347™ 21 Al A fBE R P, A2 0 2 1 3 e fse st . FRATT4L
A5 B CD34™ 40k ik 3 2. 7X10° /kg, HIRIFM AL E T
Fefilho A TN B A AR K A AR B AR T R
R e B 1 2 pE VR A DR o IR R R (6 8l 5L 2R L &2 2 kIR 1Y
PR A I A B RIER RS 5 R 0 R TR #1 A e E Je i
s B S0k BT LR DA ) e S R TR R AR Y T AL B 46
FBA (A BLIE + [ EFAE -+ BRI ) 19 28k L A7 3R 2
R IR ORFE R e % 8 FMA 7 2 CT#E58 3129 T0)



FTHRESF 2000 F 12 A% 38 55 24 #

R A9 N Bz B A A B 20 Bk IR e Y R R A — B 4R R
SAH J5 #2518 IR B9 eNOS I B 15 55 , it B © A AF 983
S, SAH JR R K H 228 1M 8 % 1N 3 Bk 5 NO 5 NO
HEORS e dE HE AT 5k g 1. DL LR X # SAH 5 7 #
eNOS 24 F 1 1 F Ty g B 15 19 % 48, L #2 7R ADMA X eNOS
TEEAN T RE R AR A SAH JFR KR CVS RN Z —, AL
KILLSAH J5 4d kM B ADMA 7K S 488 5 F A 41 0
FEZH B 8 36 L 8 ) 0 T R 3 IS B Dk i R R Ak T A
I, ADMA 7 7K B Bif A 2 15 1 5 35 J6S 3l ik it % 3 3 A9 8 B
MR Z R ADMA 1882 53R &M CVS £, ADMA
R e KMl NO A= g /e F 5 i 48 2 22 i 4 — 30, 78 AD-
MA X} eNOS 7 P f 4 il 45 4 T GE A2 SAH J5 iR & I 4 £2 28
BYTE A, AT A T B BORZE I R . /A SR A i ol 7 2 2 W
B A SFE bR . TE N BON DI RE R I A fE B X 7, ADMA B %
kP9 B2 T e R A B — 4~ BB S H0M R AR . H B AT AR 7 [ 3
AR R 0 I B B RO SR AU . R PR R 2 AR g D T
WA, KT A48 ADMA 7K 778 J5 3 1M 45 %5 B8 A= 33 o
B2 P9 KB Ry G, AR BT T 5 IR T SAH JE Bl B MG IR &
GE BRI, G T X T AL O A R 10— A5 W A A R
220 K& AL . B TE R G DA A I 7B 9 28 W 0 4R 1k — A R B
Fil 2 A AR AR

£ % 30k

[1] Pluta RM. Dysfunction of nitric oxide synthases as a cause
and therapeutictarget in delayed cerebral vasospasm after
SAH[J]. Neurol Res,2006,28.730.

AL, Thi, B, Wk XS T s I S M A T A 000 T i it
R BN M ST L) ], # KBS, 2007,36(10) :969.
Hino A, Tokuyama Y., Weir B, et al. Changes in endotheli-

(2]

[3]
al nitric oxide synthase mRNA during vasospasm after
subarachnoid hemorrhage in monkeys[ ] ]. Neurosurgery,
1996,39(3) :562.

BT S AR T, 00 TR R R A 10 B P B 4 LA A
L P AR A B N7 R b TT R PR PR R LD ). PR B 2,
2008,37(3) :293.

Park KW, Metais C, Dai HB, et al. Microvascular endo-
thelial dysfunction and its mechanism in a rat model of

subarachnoid hemorrhage [ J]. Anesth Analg, 2001, 92

(4]

[6]

[7]

[8]

[9]

[10]

[11]

[12]

[13]

[14]

3129

990.

Kasuya H, Weir BK, Nakane M, et al. Nitric oxide syn-
thase and guanylate cyclase levels in canine basilar artery
after subarachnoid hemorrhage[]]. Neurosurg, 1995, 82;
250.

McGirt MJ,Lynch JR,Parra A. Simvastatin increases en-
dothelial nitric oxide synthase and ameliorates cerebral
vasospasm resulting from subarachnoid hemorrhage[ ] .
Stroke, 2002,33:2950.

Jung CS, Iuliano BA, Harvey-White ], et al. Association
between cerebrospinal fluid levels of asymmetric dimeth-
yllarginine, an endogenous inhibitor of endothelial nitric
oxide synthase,and cerebral vasospasm in a primate mod-
el of subarachnoid hemorrhage[]]. Neurosurg,2004,101;
836.

Boger RH. The emerging role of asymmetric dimethyl-
arginine as a novel cardiovascular risk factor[ J]. Cardio-
vasc Res,2003.59(4) :824.

Maxwell AJ. Mechanisms of dysfunction of the nitric ox-
ide pathway in vascular diseases[J]. Nitric Oxide,2002,6
(2):101.

Schachinger V, Britten MB, Zeiher AM, et al. Prognostic
impactofcoronary vasodilator dysfunction on adverse long-
term outcome ofcoronary heartdisease [ J]. Circulation,
2000,101(16) :1899.

Segarra G.,Medina P, Ballester RM. et al. Effects of guan-
idine compounds on human cerebral arteries[ ] ]. Stroke,
1999.30:2206.

Furchgott R, Zawadzki J. The obligatory role of endothe-
lial cells in the relaxation of arterial smooth muscle by
acetylcholine[ J]. Nature, 1980,288:373.

Pluta RM, Oldfield EH,Boock R]J,et al. Reversal and pre-
vention of cerebral vasospasm by intracarotid infusions of
nitric oxide donors in a primate model of subarachnoid
hemorrhage[ ] . Neurosurg,1997,87;746.

Qi B #1.2009-05-27 &[] H 1. 2009-06-20)

458 3126 T
AL B (A FLIE 30mg/m” K FE BB 10mg ., BT B g #1. 5
g/m®) I b B M i 3k 24 B ) SR A R - ATG 5mg/kg
It 2d,

B AT ) 8 k2l fh CD34 " 40 i 3% #3675 & 1k v R
L2 B 3 22 0 A D o DL ARE R YT 3 A H AR R
TR RE L IE W A gtk CD34™ 4 i 4 J2 3697 HES WA 3 F
B, e — 0 TR R 0 R DR 2 3, X T3 S VR IT RUR B A
R R

£ % 30k

[1] Wardlaw AJ.Kay AB. & 5 i35 1 %% % LM . 6 hi. db
5 KRR RHE, 2001785,
BT AMNE T A M. b et AR A B AL,

2000:163.

(2]

[3]

SO, T B A5 2 M s T 4 L 344 22 o6 5 1 4 g T A .
Mg B 5 2 e [T . B A1 B 2 i i S if W 2 43 0F 2005, 28
(2):231.

FHE A0 B IR A I 1 1L R R T R A M 2% A AT
(17, BARSE B 2, 2004, 10:599.

Richel DJ, Johnsen HE, Canon ], et al. Highly purified
CD347 cell isolated using magnetically activated cell se-
lection provide rapid engraftment following high dose
chemotherapy in breast cacer patients[ ]J]. Bone Marrow
Transplant,2000,25:243.

Roufosse F. Schandene L, Sibille C, et al. T-cell receptor-
independent activation of clonal Th2 cells associated with
chronic hypereosinophilial J]. Blood,1999,94:994.

(s fy B #1:2009-04-13 &[0 H ] :2009-06-13)





