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- HE SRR -

ENZEETFRYKBHEEE NG
MEMHKEERNEREIR

T E SR B F 2 (CSCO) FRE$4dik 54 (CHS) 4L fik$ 52 (CCHS)

[R@A] HI4H; SERDERA0KE; BHRER

5% :R733 SCERERIAAD A

1 #R

35 1"1 4 1§ ( polyethylene glycol conjugated aspara-
ginase, PEG-ASP) , V- 1iE 1 & BREG G IR 2 _Be%i &
Yy, B —Fh 3T I TR BER AU 1T 38 £ 8% (polyethy-
lene glycol, PEG ) 4k 2 B EX B 115 J5 A9 37 B | ] & Bk e
R, JB TRBUTABEREE " 1994 48, PEG-
ASP(Enzon A HEJH =, & &h 4% : Oncaspar) 2 £ HE
Al 24 50 BEJR) (FDA ) it v i 57 £ [ BT, 1996 4
TERRMARAE Erli, PG R4S T 22 B 1 & BE AR B ( L-
asparaginase , L-ASP) i) 4 #1738 P, BE IR T 4N R 41
B S R R, R e AR R Kl
FER, 2 L-ASP {14 ~6 5, 3438 T 25 AT s
RN BTN, B BB 5 L-ASP #If*
2002 47 JLIRMER E 250 7 B £ 45 # T = PEG-
ASP VESS (T d 4 : 3EPH ) ,2004 4F 2 2005 4E7E 4
E 6 KU OREAT T T M K5, 1657 L&
P Sk O 40 1 s (ALL) 132 ], 58 £ G2 4
RE L-ASP Xf B 48 AH [7], 1M % @ V& /N F L-ASP,
2009 FRERA B R E R LS R (SFDA) #t#E7E
FE BT, 3 4%, H™ PEG-ASP E5TW ) Z T
I JLERMA ALL DL R EERERE ERET —
ERIRERZR™

L-ASP J&— 7 B A I 18 v 1] 42 Bk B &) 40 141 g
RILEMBA ALL 3BT F RPN EBE YT,
ALL A AN BEAE BT A BERG , (K8 T 2% A9 14
PO PR EA T 28 L B s P O I 3K 1 4% o B T 900 6 2
HBE AL, AT RNA F1 DNA & 5%, 30 A 1%
TR T, B A BRSO R R
REMRIEE , RIET KB E. JLEMRA ALL iE
FITRPEN L-ASP BB R F5E 2B MK (CR) M
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HARUS BT L-ASP WK Bl ALL fof: £ 84
FTE 2 —. BRAh, IEREYLANBE L ING BEBF 2T 2 9,
fE ALL JLRE#A, L-ASP BE & 4LIT 259 7] B 5 48 K- 35
LWRILEMBA ALL TR E 7R

K FI L-ASP by B fifi 1AL T J7 R IGIT BB
MEEEH 30 BENTS, AERFELS X
NS R R BB RS I T AR
BAAAF, JCE ST F NK/T 20 B ofk O 98 A AT 4 T R ES
BRI IR B E . M 2010 4ERR NCCN #5
FAL, DL L-ASP R 5Ll B BK & 1697 B 51 NK/T 41
LM I I — R IBIT R

VX, EHMRE R ERRBE LA, D
JRON G T N AR R % WA, Hob, NK/T
AR R LA RCRT IR T 94 B 5 40 B bk 2988 64 2%
N B 53800 33K T P A RO L8 Y R EL A
BRI AR R, FERR E B K R IRRBAL, W 7E
KESTHER LR RER . BT EPH L-ASP
VEFIHLHEI S S 7 0 U1, (B i Tt R i R B
BNE, B %2 4, B 8 Hb R 8k T L e R B A1,
KIBFREREMILBERTE &F LM EE
BT BN, B AERFIL 15% ~T3% , B ALFE HAh
RNRRN, I BAE AP E R LA E 22

PEG-ASP 24 L-ASP H5RZ _FE(PEG) & @
B F IR BT | %25 B S L4 F /2 1] 488
TN T AR Al R E M, IR AP BB R 5 oK e, K
TR P R] AT R 5 R 8k, 2 B 8 0 (170
+45)h; MR AR 2 8 (PEG) 02, 7] LA EE 4 A
R R R B, B K M AR T BRSO
PEG-ASP 7EXf K i #F B L-ASP 53 S0 o 9 JLZE o
AR, & TEE L-ASP AXH K R4k A5
HimE", PEG-ASP (5 —h e T H L =M
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BRI E IR CRE L-ASP K, X F %%y
w25 sh R L AE ® B, ISk, PEG-ASP
A KD 5, e T L-ASP B IRA M KHA
8, wEREIJLEMBA ALL BEA % KR
L-ASPLL R # 2 Wi 69 JLE A AL A ALL ', PEG-ASP
(L 9 L 3 Y5 KM FF B L-ASP AR

i s <, PEG-ASP R A E K EEH, Kik
(T£2) K; B E LM, S-EERN 5% ~
18% , LB A BN ; BB B, 55 2 ] 1K
FERAEM L, TE R AT RS IRIT %R
Ho A THEGMEREMMEH PEG-ASP, RATHA T
ZAvi [ P9 LV PO B L I TR LA | e RS I R 2
LR AEHE T Him R A B RN #4b
P, B RUA SR, (G RE IR S%

2 PEG-ASP MIABE WX R EFERAR

L-ASP 2i4¥7 ALL F13EE #F & £ (NHL)

HEZEAY, A TIERE 30 FZA, BT L-ASP
B5I ISR, T 10 4F 3k E.°¥ PEG-ASP fE X
BRAGYENK) Z A, PEG-ASP J&J7 ALL )
EMBMEIE RS L-ASP AR (B X4 H M55
BB E RIS B R Ak R R ™ .
2.1 LASPHIHRE & 1953 4 Kidd K HHK R
1L X B A G VERT , 1962 4 Clementi XEZZ %
K BT 75 0 0 0K B9 A 15 PE 4 S L-ASP, Mash-
bum Fii Wriston B f5iE B L-ASP 6] K AT 42
B, B 38 0 1% B A KRR AR 2= 1 o A Tl IR IAT o

B J e PR L FF 45 R I L-ASP SRIRY7 ALL Kok
HRE R, HERE T 8 F KNI BT RRE A
FERP) BAERE R R BRI AT B AR ST AT 3R
YR L-ASP 3| 32 4B 8RR M 24 3 00 . FERR L
KBRS Y MBS KA E P LEBR AL
R 5 KB b A 18 A 38 LI 0 T 4, T L TR e
WA BB RN A T I FANEEE A8
SRR, B S R KA, AMTH L-ASP 5 R &
W ( 2 _B%) G54 i3 18 TR 3 2540 7 1 R e PR IR
HBEN RN, 5K L-ASP Mt ZB i &
R RE R P B, AT B EK Y
VERIRT ], PR, PEG-ASP AT [ #8405 B, s
PReEFE 47,

2.2 HhipH Rt EF
2.2.1 fERMLE 4k kU K FF & Y L-ASP 4y
84133 000 ~ 141 000, By 4 4~ B0 AT, REHF I
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Frh AR L BRI L-RITLARME, T
ZERER I TA BERR B A0 A O B TR BT 7 R
i, GNIR & A RE R B B B R S R RS S 4 AT
TR ERHSMME IR B S B (AS) , Bk
% B BA& KRB, T ALL K 98 S g 48
MAEE B B& R4 BN, B A ALL 48 o8 7 (L
AR AS, I HARBER L7 AS 27, 5 S B4
MFE T, ELEMRIIABERERG, RE
15178Y #nHahkF MOLT-4 A2 T-26 bk I 1 40 M
EH G, A B ER, AR AT, 7 HL60
FUBE A A 1 I 40 B Ak R A SE IR R B, o) &
Pk (oI 7% DO REHE p53 A=A R T,
2.2.2 #YRissh 1% A L-ASP IR M4
B AR I ARG R R 14007
5105 L-ASP fE B RN K &5 B, 3 S MK
K SR B 25 40, (B 75 I8 S8 ok e T E
EEBE R L-ASP 8T fa Al FE I B I R A | 1 &
ki , BRI A% © 22 % A L-ASP 1677 3¢ B3K75
B
2.2.3 BEMAmAY L-ASP A TE
AWML, SZAYHE IR T ALL BHH
Ptk A BERE A BRI I . EREKRE
A0 R ER B X FP RS, I B AR B0 40 ko
AT R BT A B A B 15 {8 RNA #6145 g
W) . L-ASP 5 AN BI e 99T 25 1 7= A AL B DL T
S5HRIE A &, BLik T LUEE L-ASP 2R3, WA
58 % Woo 2 5t JL % ALL A 35 F1 Larson
St ALL B 52 &30, % 25 0 o i J 2 X B X
WITERBARN, XA RETHEECEEZE
EHE MR L-ASP, i H L-ASP 3 A7 E ¥ KB}
251
2.3 PEG-ASP #\# CEZR{EZFMILIYH IME
MAER S Z I T L-ASP, (B UK # & AIER 3C IS
FFEBE R B 2R L-ASPYY . REFFKBHN Y
BRI N ERAANTE, BERHRENSYNEEHE
] B A AL BRI B , X — R 25 4 B8 3 8 %
5 Hh—Fh L-ASP A& P2 | £ 20 47 80 4E
4T T PEG-ASP (354 B8) B & I & IR T i
K , &R AT e B AE /Y L-ASP MR & B4k
EHHIR, 2R 5RO B L AR B B KRG+
BEs R R A2, B R EUR R R
W NFEMFR S RAAGYAR"

R Y S RGE M ik R N X — a1 R, AR A
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HFER A K polyethlene glycol (PEG ) 1] 4 it ik
BOERE, AR L B E-PEC EA Y
(PEG-ASP) MEASR IR B '] & B REBE W9 £ 78 1),
RS ROBAR AR S0 88 R G IR A, I8 AR A7
RS R GEE A F RIE . T E, AR
PEG-ASP By I R ONFE K, 3838 T 25 W 973K,
HENSREOBKBENE N LILBEBRES
10 A& LA b, T B A PR R KRR G PR L il 2%
B, PEG-ASP {3 ¥5 T (T4 Btk B sy JL AP BV F , T
SuR:: GAA Id i S

3 PEG-ASP Byl ki BB

K +F B F BR ST AT B R IR 9 L-ASP 7E I IR
MDA 30 ZEF L, PEG-ASP FHEE 15 4,7
ESMRETEIJLERA ALL I E R T ERE W
i RZL 5, {5 PEG-ASP ZEE N LA 3 4B, K E
3.1 [ s R
311 EAN D BIRIREE  Ho % A4 31 &
# PEG-ASP f#i i) & % 500 ~ 8000U/m’, & 14 X
BB 1K, SRER, YN FEHEEHN
357h, 3 FeE 2 RIMER 1 Ik, 3 Bl B &R A, 43
HF4F 500 2000 ,4000U/m* 7| B i} H B, 3 8%
BB ERE N AZREE W, EAARSH I
HAie R R 3 K B9, PEG-ASP 2000 ~ 2500U/m* K&
HMHREME,2 G 1R, BkR TS T iEs
wyart
3.2 II#Hs KRR
3.2.1 EANIHIGERRI A Ettingger Z51 %t 21 f]
5% ALL BEBIRA T PEG-ASP 2000U/m’, FFA
BERA YT L-ASP JRYT, % 14 RIFHF 18
i 8 B AT BT 3 #1(17% ) CR #1151 (6% )
PR, GXHERN 23% . ZHB5EH 19 Fl 8 E B4 A
KEHB PIEEARMIIGST , EUEET 78%
X—45R 5 L-ASP Bk & HAh Z R YR I7 B ik 2l
B N R e BB i,

FANIB T B, PEG-ASP B A H At AL yT 24
YAENIS B ALL 5835 JORAME I B B 3 3R
—ESFRL

Xt L-ASP H B0 HA 7 48 5 )z hr Y 2 3 [ A PEG-
ASP XA HMIFER T AY MG RER, CR £H
36% , PR &K 14% 77,

3.2.2 EALHs THERRE

7

EHE
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(1) FRE 8

@ jeBiiEFE 2004 £ 6 HZ 2005 £ 9 H
PEG-ASP JESTK 1 H il R MEL M 6 KEBL
HMGERIE R LE ALL B 135 6, KR aliprag
GriT 131 fl, B 84 B, Lot 47 B FF#E 3 ~ 18
% i Ee A 65 Bl (Arfadl 43 B, mfad 22 i) , Xt BR
£ 66 i (FrfEd 52 B, m e 14 Bil) , BIA SR BITE
PR AR 25 S | BB LA B R ST Ay
A, MARERBEEANBRES. WEL

(1 BABE—HATHORKE[H(%)]

A i+ A 4]
IR S (fiiﬁef ) (Xj ;“6'?) P
(%) 9.0+£50 80%4.4  0.248
£ 5 0. 805
5 41(63.1)  43(65.2)
% 24(36.9)  23(34.9)
EikbeR 6l 1. 000
x 64(98.5)  65(98.5)
H 1(1.6) 1(1.5)
BHAMERIRE 0. 648
% 48(73.9)  51(77.3)
H 17(26.2)  15(22.7)

@ BT HE KB4 VCR.DNR PEG-ASP
Fi1 Pred £ iU VDPAP 77 %8 Xf BEZH H] L-ASP B 4%
PEG-ASP #1 i 4 VDLP % &, H{k k. VCR
1. 4mg/m* (B AT & 2mg) , B kiE 51,55 8.15.22,
29 % ;DNR 30 mg/m”, BBk L, % 8.9 X, PEG-
ASP 25001U/m’ ( B A & 37501U/m?) , L 1A 13 5,
%10 .24 X ;5 L-ASP 60001U/m” , & Bk H:, 45 10,
12.14 .16 ,18 .20 X ; Pred 40mg/m* ( £ K3 & 60mg/
d), Ok, 1~35 K29 X&), AHE (19
+2) KEZEEHR, 0558 (A 1% 40 L < 0. 250
(M, M, RE) BRI FIBIT B (3522) REHE
RIS 55 (19 £2) XA 86 [ I ik 40 M8 > 0. 250
(M, RZ) , A DNR (30 mg/m’*)2 3K, 45 (35 +2)
REEBTHL
(2) 5%

O ¥rzx 4% 131 I ERITH. RIRH
65 ], # CR 55 #].PR 5 #|.NR 5 i, CR %}
84. 6% , A RAE K 92. 3% ; % HRLH 66 £, 3k CR 59
%1, PR 3 4] NR 4 §i|,CR E} 89.4% , EHE K
93.9% MHZEITHERTHITFE L (P >
0.05), WFE2,
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22 HAEFE TR ILK

CR&E  HHH

207 n CR PR NR (%) (%)

EfERE
Ay 22 16 3 3 72.7 86. 4
POgitEic| 14 10 2 2 71. 4 85.7
N E
REedH 43 39 2 2 90.7 95.4
JTERA 52 49 1 2 94.2 96.2

@ AR REH 68 FIR A RFMHRER
H95.6% , ¥ IRA 67 BIMRREMHRE LR
98.5% (P >0.05),

RIS AN BRLH B A R B4 4% i WHO F%
RARE R ~2 SRR EEFRARAN
4.4% (3/68) N HELH K 5.9% (4/67) , BRI H I ZY
Wy hae b B 0 R SE R e 9T AR, i BRI R
HWRE kARG RA SR 2.9% H
4.5% s BRI 310 1. 5% #11. 5% ,BE R YT
BEM, B GRGHMX A R AR5 N
32. 4% us. 38.8% ) MKt (23.5% vs. 25.4% ) R &
(14.7% vs. 23.9% ) B (10.3% vs. 13.4% ) . &
BRI (16.2% vs. 29.9% ) FHLT B & (25.0%
v5. 15.0% ) FHE AR (Fg) BIK (32.4% os.
38.8%) . 1% 1k ¥ 4 BE i 75 B B A ( APTT) $E <
(25.0% vs. 34.3% ) | %E Il B8 )& B 18] (PT) 3 K
(41.2% vs.29.9% ) I BEAT[E (TT) ZE4 (36. 8%
v5.29.9% ) LLAHIIE D (10.3% vs. 13.4% ) A
MU /D (29.4% ws. 22.4% ) . 7 ¥ B 40 R 2D
(25.0% vs. 26.9% ) . Ik 2 40 Al BV 5 &5 (22. 1%
vs. 16.4% ) I /MR I 2> (11.8% , 6.0% ) Rl &
(8.9% vs.14.9% ) KA FHAR LB, ZREYTE
EW(P>0.05), KIH ALT F+& K 13.2% , X+ B8
% 29.9% ; IX I Hb FEXH 2.9% , X B4
14.9% ; iR A vAEREBE (y-CT) tEHN
4.4% ,STRRZA N 19. 4% , B4 E R EFE BEE
(P <0.05), PI4LATTNERSR: & FIEE M15 b AL 2 40
ST R A0 2 I B 7E 2 RN R IR K. BEMLZNAE
SHEFRI A Fg TH,TT . PT &4, K RHHRTE Fg B
MRS &Y B 3K X FREE R 2 (F 5 i Zh B Y
SHORAS, BRI PR & AR B AR, A R R K
fE R 2 A FR S ATVR A, R MR Bk AT R SR

RRASWHEAPTEE T EEAREN
(WHO FE 3 ~4 ) i, KAEGE B 0T L

4 BFN2 ) MXnt 3 G1F0 3 B SR 1 IO B ETS
O 0 1 i EAREE N L A0 1 Bl i P N BB A
B F 2 A 4 ) S 0 A L B, W3

A3 BUEBHEI~4BRBEIH[H(%)]

AR fi@ég) (Xj iﬁff) P

~-GT 48 3(4.4) 13(19.4) 0. 008
LDH F& 3(4.4) 5(7.5) 0.493
Cr #e5 1(1.5) 0(0) 1. 000
I JE ¥ R 1(1.5) 2(3.0) 0.619
f e Bk #e 1(1.5) 0(0) 1. 000
Bk 6(8.8) 10(14.9) 0. 300
B 0(0) 1(1.5) 0. 496
BT 1(1.5) 0(0) 1.000
HERA LT 1(1.5) 0(0) 1. 000
=H 1(15) 1(1.5) 1. 000
AR Y 1(1.5) 0(0) 1. 000
KERE 0(0) 2(3.0) 0.244
BIRTER 0(0) 1(1.5) 0. 496
= 0(0) 2(3.0) 0.244
FE 1(1.5) 0(0) 1. 000
% 0k 0(0) 2(3.0) 0. 244
B Bz 2(3.0) 1(1.5) 1. 000

@ #fah N1 B IRIES PEG-ASP iy il
(170 £45)h, 55 2 WEA TR E M A (135 £58)
h, iELREREN,

3.3 s AKXE

3.3.1 ESMEGERRE PANEENETE ALL
% SI67T ¥ PEG-ASP MK SR L-ASP #4T 1t
RS, LBV LL B T RS 2 IR B RER R R
EHHERIBT. IS T EEERN: VCR
1. 5Smg/m’ x4 ,Pred 60mg/m’ x 28, LI R AES 1,15 K
% F PEG-ASP 2500U/m’ 3 K i #F & L-ASP
10 000U/m* (&8 3 |, A4 12 1K), BERER
W 8 H B W E LM IE (PEG-ASP:63% , L-
ASP:65% ), JLEMBHTES 1 X4 F PEG-ASP
2500U/m’ B KB L-ASP 6000U/m* & JH 3 X,
9835 3 JAHEAT B, PEG-ASP KR L-ASP 4 f#
FRE(E T K.63%vs. 47% ,% 14 K:96% uvs.
83% ) , BAREE 28 KB4 AIA A FE A 24 (PEG-ASP:
989% ,L-ASP:100% )'°’,

Silverman & W T HE L HBRS A FEMN
sk IGITHIE L-ASP 5 PEG-ASP £ R, 5 &
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WO A= 172 (EFS) 4 80% , Jif F K 4R L-ASP B3
(84 +4)% ,PEG-ASP BB E H (78 +4)% ,FHE T
BEER (P=0.29), BZI4BKERIT <25
JABRE S =26 FEEMS FEFS 358 (7327)%
M0 +2)% , WEEFBE(P<0.01) . &K
5L %W ,PEG-ASP 5 L-ASP J7 (A
3.4 #Zi# EWNASHOHRGKBER £, PEG-
ASP 5 L-ASP 73 H[R] , 1 PEG-ASP & 4 i3 ) i
BB R/, 4 ES L-ASP MF, i, &k 5]
L EHEA H D 2ik5

Peter 21 17 T PEG-ASP 1K 54T 5 L-ASP
BT b TR R AR R A R A A
FMRIFR A R 2 BRI L R E R
WERMRAER BETEARAY, GR8R, M
T ALL KG0T8, PEG-ASP 5 2 R 4525
LK RHS TR FEA

PEG-ASP £ F H fth L-ASP ) di7E 1497 ALL
U L P O A R, HE IR R R AT
A FEFR G A GV L A I R R
R R IR AL I IRTE IR IR

4 PEG-ASP MEER K4

4.1 PEG-ASP #4k =4 L-ASPIGITHI— "8
()BT T4 AT T4 BERRBE LR (Ab) iZ BRI L
HHEEEN:, FE W BB TR BRI 25, 2%
BT R A i — B R A L-ASP #1
BEEHREREERENERME, RAR 79% ,
ILEN 70% >,

4.2 SHERISELHEBGLE BT PEG-
ASP IR 97 E /Dt BB BRI L, 8¢ L-ASP 424, {H
AR BB E T F A 20 8 N, T ES L-
ASP S M BB R A RE R, BRI AEE I
R R & o

YT PEG-ASP /0 & A B AU N, (RT3
T2y O B i, B 7R 8 F AT 48 T b ZE R A |
FrEGHH REER R R 5, LA, i | R A,

TSRS B K B AT B8 R U 1] A B R B, U £ fi
ARMSRERTE IR, RS HFEZERRARRE,
T ML 3h,

BB — B ERIAANFRE MER . X
RN B IR 7. BB E 7ERL ] PEG-ASP % 4
BRI DL, (B0 B AE N F RS 2 ) I R R
MR DREBAE, —BAZEWE | /M, B 1

7
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BB EE, eSS EEERTEM
W, RCR A R R EME (SRR AT
W) HTHL R Y BB A F R ATIRIT
4.3 MARMEHGLE  PEG-ASP (i 2T,
B5 REMDRERE, — N 1 ~2 BARKN,3 ~4
RA R EAERNANO0. 1% ~ 1% , 5F AR
AHAES B e KR E TR, —MAE R PEG-ASP
BN EREE AT IIRE RN E , AT HEER ¥ &,
BPIRITXHEIRYT . X HZRIF IR E 8, N
FTFEES (ARG  FRATIhIR & IE R AR
4.4 sbhh BORFEEHFHLE L PEG-
ASP 8 T & A B il SR [R] FE 4 0 40k 1L T
Az B ) S < | IR £F 4E B R I AE 45 5 I 4T T R
W SUHURIE L-ASP BRI B RE M L ERAR
50% ~96% , i PEG-ASP 15 25% ~60% , HEIf£F
BREREILNILEZERE, AR AN H 0>
W, o755 MR TE I il JRYY T DLSA Tt i 3%
KA BRI, B 7 B 0 % i 15 4% Bt
AREAFRER.
4.5 hpHAHLE PEG-ASP fEASTF ALL 8%
PEW IR AT 5 & A M, 3222 A A i A T R A Bk
A, B W] KR D WL ke 2

— ROk i 1A A B 8 O LR LAE TR e B
ST RE, AT UA T/ BES T £ 2000 ~
40001U/ H FRHI&EYT (B 1 JoIE IF B 24 F YR 7 45
TULBER 5 M Ae Y B & A4 R AR, — AR & AN
ke K GRS B ML A2 R 28 T HLIAR VA YT . BRE¥
HHRE , E 7 AL A2 TE B B B & B S PEG-
ASP 1 [} 85 T A R Bo] ] DS AR T30 B75 i A FE o
4.6 EMBEREAXLE [ PEG-ASP 0] k4
B KRN 0.4% ~2% ,fE KBS by a) ik
10% 7c 47, TP RIS TR &, ™ 5% WL 535 i s PR
FEAR, DL R PRVEA A BRAR AR S K CT BG40 2%,
KRB AR R R W E R, FEAEE R
ARLHIEE T4 BERG 45 T 2 BR2E, 208 dh AR LB 18
57 BT SRIEM BETEAR 4G St A BT M
T 1 B R BB AN , — AR PV A 2 T

fii 1 PEG-ASP i3 F2 v, H 38— H W B | I
TR MLTEN BE > 125U/L, %45 B # & CT $#8R
R K Bk i, 17 7 BN PR A8 S RE AL B
4.7 wMRFLHLE 12N PEG-ASP oy E i
EHM T4, PEG-ASP BB EEFEILRENL,
X SER AT RO . 1 B AN MLAE R4
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M4 S AR A MU , 1 2% B0 B R HRE AT o

4.8 BRHFLOLE £ A PEG-ASP B Al &
AT RS E N BN A, DR E T K
HARIMEE, BT L-ASP i Bk b 5 R 4% 5| 11
8% 2% IR R g INLWE 2 B AR R v, AR AR
TR AR B R A R S R
A 20 23 % 2 0 G B BURR A, o I B
JEHRA RS PR 5 1 B 3 2 U W ) 2 B o R
BRI, & M2 W 25 8 4 = 6. Tmmol/L 8 E
ZS R IME =11, 1mmol/L, Bk &M 84 5 o7 K HoAl B IR
M E, PEG-ASP 5| i I8 7t &5 5 58 Rl AN —
B H N RS R BB, (LB S E 4U AT
MRS TR, X HBERIEKEMER. &7
Wi PR TR I R rh 3 Y 2 R A R I BE SR b g
R SRAE , B A > 1:2, PREAR( + ), R ¥
(+ + +),Ifl pH <7.3 KAFE & T F#ER2H, 167
A SRR BRE AT I o

5 JLEALLBA ALL BEMHKBERT AR

51 LEALLSF 5% ERELERPLER
PEG-ASP #4X, L-ASP #47 —ZRIA 7T, fE R UEST R
BUR T Al Be it 8], 5 4 By IR %, @
PEG-ASP £ SFDA #tiE7E R N b7 IF 2 ha R i F 3
4 H I, B 2011 4Ed[F CCLG-ALL2008 {ME4H FF
IH7E)LE ALL B R EMIRYT P 0 PEG-ASP A
L-ASP # A7 RS , S EE 200 268 iR
ZEE5 L-ASP ME, Al i v Hig, B EF
K. VN TR F

() JLEVE ALL ¢3a i 8. © # & MR
7 : VDLD 7% ;@ FHARLIATT : CAM FE;Q A
EI497 : mM 77 & (4 x HD-MTX 2g/m’ + 6-MP) ; @
HERIRALIGST : VDLD + CAM 1 %25 4517 :6-
MP + MTX/VD HE,

(2) JLESfa ALLIEITT AR © B EMIR
§7:VDLD F % ;@ BHsmILIBIT:2 x CAM FE;®
TLENE YT : mM 5% (4 x HD-MTX Sg/m’ + 6-MP) ;
@ FEREALIAYT . VDLD + CAM—Jf A ZERFIBIT 8
JH—VDLD + CAM 5 %;® 41T :6-MP + MTX/
VD 1%,

(3)PEG-ASP B MEIT RN B &4 ~
%6,

A4 WREAFFEMFTER

5ty Al Y e
w72

VCR 1. Smg/m’ (K 2mg) IV dy.dys.dydy

DNR 25mg/m’ IV dg.djs

PEG-ASP 2500U/m’ (A 3750U/m’) M dg.dy,

Pred 60mg/m2 PO d, ~d,

Dexam 6mg/ m’ PO dy ~dy (dyifiE)

RS YRAEFSFEMTFR

Ziy i A pssw
b

VCR 1.5mg/m’ (B K 2mg) IV dg.d;s.dydy

DNR 25mg/m’ IV dg.d;5.dy.dy

PEG-ASP 2500U/m’ (f /A 3750U/m*) M dg.dy,

Pred 60mg/ m’ PO d, ~d,

Dexam  6mg/m’ PO dy ~dy (dy i)

%6 R#BA(D)EFFE

= e N
254 FE o FZ5u 8]
VCR 1. Smg/m’ (F K 2mg) IV d, dg.djs
DNR 25mg/m’ IV d,.d;.dj
PEG-ASP 2500U/m’ (A 3750U/n’) IM d,
Dexam lOmg/m2 PO d, ~d,;,d; ~d,

5.2 RAALL SR/ FE ZWHET FES,

A7 #HFMHSAHFE:VDCLP & VICLP 5 %

k) & K& FAZyEt )
K FH W, ( Vincristine) l. Smg/mz ;R AN 2mg IV d,.dg.dis.dy
F:41.% & ( Daunorubicin) 45mg/ ( m’+d) IV 5 d, ~d; (8 dj5 4o #MR0
B35 1 2 (Idarubicin) 10mg/(m’+d) IV d, ~d,
1B BB ( Cyclophosphamide ) 750mg/ ( m’-d) IV ER4mE) d, .d;
FE[ 4 T ( PEG-ASP) 2500U/m” (£ K 3750U/m*) IM dg.dy
1k JE #5 ( Prednisone ) Img/(kg-d) PO d, ~d,,,d\s ~dyJ5 173 HE
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#8 ALL 84 F-#5 B %405 % . HD-MTX + L-ASP 7 %

k7] &R EE FI#5Rt )
R #1454 ( Methotrexate ) 3g(m’®-d) IV (IEH BT MR T R0 2500 ) d,
H 114 W3 ( PEG-ASP) 2500U/m? (£ 4 3750U/m®) IM dg \dyy

53 BHKEOEEFTFE (1) AspaMetDex HE:
PEG-(L-) ASP 2500U/m’, d,; MTX 3g/m’, d,; DEX
40mg d, ~ d,;q3w, (2)SMILE } %.PEG-(L-) ASP
2500U/m’, d, ;MTX 2g/m*, d,;IFO 1. 5g/m* ,d, ~d,;
VP16 100mg/m’ ,d, ~ d, ; DEX 40mg,d, ~d,;q3 ~4w,
(3) L +GEMOX # % . PEG-( L-) ASP 2500U/m’, d, ;
GEM 800mg d, .d, ;L-OHP 130mg ,d, ,

HE:LZ E AR 2R
EHAE HEE

5% 30k
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