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TG

A L% 3 1 2 P g v S P oA L 400
(acute lymphoblastic leukemia, ALL) | 9 B4 55 21 Jfd ik
(9% (lymphoblastic lymphoma , LBL) FI NK/T 4 ffd bk [
AL WA — . ALL FI LBL 2 [/l — B 7E A TR
BB R, ALLYER DAERULE D KRR,
hi 15 % LU JLEE U0 1) 76% S A7 L 04 g
1 35%. JEAFEAEMEWR I 1 & R g A o, 4
] ArfrJea 510 P I GE 2012 4F S R B IR SR N
5.1/10 7N, S B E R A AR 5 8 a7, Herb Y NK/
T 240 6 7 EL 90 LA B I T 9k L 200 b L2297 s A8
3

JE el 14 B (L-asparaginase , L-Asp ) /A L
BN ALLIGST Ir B i E Y 2 — 5
X HARR R T A £ 1953 4F Kidd & B Rl i Al 4
il /N ERUBR ELIR A 1S 2, 1958 ~ 1962 4T [] Broome iiE
ST AR BRSBTS PR P L-Asp s
Bifi J57 Mashburn 25 & 3R KA AT B HH HE 8 L-Asp,
XA SE B4 5 B 1 L-Asp il 7 . L-Asp & —Fh
fifE LT T T T4 TR CASN) B 4 TRT , PR ALL 240 AN RE
A 8 ASN, FUREAR T 1l 2% T ¥ ASN HEAT 2R I
J, IS L- Asp {8 AT 380 £ FE 98 1l 9% ASN i) 28 1 o
G, A B A MR A T, JLE AR ALL
PG5 PN L-Asp BRI 5 56 2 2R (CR) Al
IREE, L, L-Asp E UM ALL I E2RYT 259
Z—o B —FR IRV FEIESE T L-Asp % ALL I
I IR 0 TSR T AR D, T L IR T I R Y
Hf,

SR, L=Asp 2R U5 T Rt iy —Fh S Pk 2
F1 AR ™ A= B, S Az b SO ™ N £
KA, FEBEAR L-Asp J780R 8 35 T KR A7
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HBr 2= AL AT RE 2 R Y Rk el 2 850
AT G R RS , L-Asp T PEREAIG . Mok, L-Asp
(2R e, 7RI IR 75 2 2 W B 24, 43 Be st 1]
1, 25 A S BRI AN A [ ™ e PR T
L-Asp PR H

R L-Asp B SR e e, AT K
FEHE RN L-Asp 58 2 B KBNS AU T2 4
BCCA T ORE BT AR T A IR B (pegaspargase, PEG—
Asp) o G —FIH BT A BERE BRI R, 5 L-Asp
FHLE , PEG—Asp ANHAERE T[] A Bk e it 1 A6 03
i L2590 78 B3k s 4 U R R AR AR TE 25 | st b
Bl EE 11 BTG 43 il 8 PEG—Asp 121 3 1388 L-Asp W]
WIER B (7£2) K, BN KA TA BRI . — )
25T B AR L-Asp W 2, i T AR BERst ], 45
B RBENHAITE, PEG-Asp 195 Fh— A5 2
G g2 MR RIS , 3 S 107 BH S /b i H Rl o P ik
RO W D, HAAS KRV T-ASP AL

PEC—Asp(Enzon NI P A :Oncaspar)ﬁ:}’%']ﬂ:
1994 4FFl1 1996 4= 78 3% [ MINK PN A4tk o L7, H A
Z 2 7E 6 [ S HA B K 2SO IR YT ALL 1) —4k 24
Y, PR 26251, H 201045, NCCN #5
WHERE DL L-Asp NI ALY T AR TT NK/T 41
IR B — 2R R, 2013 A IR HE R DL PEG—Asp B
R L-Aspo 2002 453 [ VL5518 3 = 245 23w 3 32475 il
(1) PEG—Asp TESHRUEAT 0 2 Hots TG IR 56
LR L-Asp MR (HR RSOV HE L-Asp /)
2009 4F1% 24 25 [E 5 16 i 24 i B8 3Ry (CFDA)
fiti i, BT ROk, HAE JLE R ALL DL RGE
PERRER R O 2 LR T — 2 IR Z S
Sk B b 2 3R A ] PEG—Asp, ToATTHZL T 245 [
PR I RE LEE g PR B2 U 2 24 B2 5K, %)
2013 AR5 1A BEIGRTT S0k bk T 4100 il FE
Ik EUIRE £ ALY HEA T BT, 8 AL bl R =
&%,
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1 HEZF ARNNERSEZRR
1.1 ZjHe

PEG-Asp 5 L-Asp iY77 ALL FEE R ELRAE
BLHIARL . AR N T 2 A0 RE F 5 ] 44 Tk
Jiie CASN) APRUE AR R R 2 B R Se g 4 i, H2:
ALL 4] By T 5 A 52748 S BUOCHE & 8 ASN, AT 58 51
M T 1 1l 2K ) ASN HESR 5 T L- Asp BRSNS ]
AT ik ) A SRR AN A, B3 Y ASN, AR
VT 1 ) e 9 200 N P 6 1 B R 200 L 0 2R L B 24 i
AR AT B RR PSR T, oA I 20 U
R

PEG-Asp A TEVER KIS TN TG A 5
1K polyethlene glycol (PEG ) 111 4 Bk i fifg 25 1 SL 4
AR Y AMAGERE T L-Asp A YIE P 1 H 245
Wy AE 335 iR 2R DR i DA 28, i 2D 4
P A A S E R . PEG-Asp TSR L BE AL VF
L-Asp 5 955 PEOL A0 H 455, HBR| T L-Asp
(KBTI 43 B8 L-Asp, Asp from Escherichia coli)
B OAR A B 2 G WA, DT BE A A R AT A AR £ 5
RGN . I, Asp IR & R R IRREAR 19t
PR A R RTREPE ™, () I AR Bl S Ao S5 R
N o BEAN, W55 32 I PEG—Asp 16 AR EE A i K 1
FIRETT HE L-Asp 42 i 10775 L)L, i PEG-Asp
FHZFRR AR IR Im PR I EIESE, PEG-Asp
TRAFF T L-Asp BB VE R, i S5 0 B S AR
1.2 25t e

Armstrong SRR R0 R HR A PEG-Asp B2y
KRB J157 5 L-Asp AL, 2 B0 Ry BRH 2 S0 S R AR T
BRI, 76 L-Asp 367 S bk U 48 B 1 ol s 0k 2
TeA I AR BB BIETE b B DK TS L= Asp J5 0 2 W40 1
TR, M R AN 32 3R H KPR e, H S 4R
W ] AR AR R DI RE SR 2 R R T
Ko L-Asp SR TEIMAE 25 Bl N KGR JF C7EN
KA K ARSI 21322 2580, AR AR IR P ARAS I 2]
XIF PEG-Asp, Hifg S B AR IE 2 AR K, 2958
TRES B L-Asp IR SER 6 ~ 7%, AT A]
WSR2 W7, AR 253508, J /b BRI T N 4 T
A BAS RO

PEG-Asp H111 PEG 5{ Asp #8MUARRIE R, L r]
AR 2B 1% . X L-Asp A iU v #, H
PEG-Asp -3 U X Asp AN B, B AY PEG-
Asp PN AT RESE Asp U A IR A PEGHT
PR RN 25 AT BR A LR W PR (BT
R, B PEG 1E4% FlvE ULy b iAot it A8 b
SRR, AT RE S — A Y PEG PR I
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2 I&RRLA

12 Y5 R A A TR ARITRR S ECAT 17 119 L Asp £E I IR
R HF ALLIGI T ERFIE 40 4R T 52 . H PEG-Asp
il 770 7E 3€ 8 T3 2 2009 4[5 7= PEG-Asp b7, Hi
FH Tk 0 R GE M I 1A 7 U — 2 I I R A 5
R . BIFSEIESE, PEG—Asp AU AT FEARTR & 4 R
R A e SR TR AR fl s i e A% HLIA
He g W, A 850 2596 P ) s, ml sk 2 P 24 45
R, HAGERBTERTE T8, 2 bk AL
g, Wi, R E K C % PEG-Asp B 1R
L-AspfEN—Z3RY7 T, 20064F7 H 24 H
B 2594 BR) (FDA) It PEG—Asp (Oncaspar,
ENZON 1258 FOE N ALL—I8Ir iz = — .
2.1 PEG-Asp f£ ALL H Il R FH
2.1.1 JL# ALL Dinndorf "7 7E 2007 4E HE 47 HY—
RERL Tk 2 o e RIS o, X FDA #% PEG-
Asp E R —ZIRTT AR P i e SR R T i — 25 1
Bl SR . PRI 118 B R 47 BIFR & ALL JL
HUFRY 1 ~9%) 705 22 i I FAE SR s AL IR 7
IR FHEX 4 L-Asp 5Y PEG-Asp I £ 2591 1ky7 , Hih
PEG-Asp JEAUCH 2 500 TU/M WL TEST, 545
BRIt & PEG-Asp 5% L-Asp fb37 , HIA Y7 1Y &
B 3FETCFN AR IR 80% . 5510 PEG-Asp
AT B L-Asp BEAALIT T B I T ASN 97
FEACFIRAHAL . BFFEFRURAIESE , PEG-Asp AT 1E R iR
J7 LB ALL B —Z 259 . LA, Pieters 55 7E — T
Bt HLX B P X K AR L-Asp Al PEG—Asp 25 24 )5 IfiL.
W PR LT T B . A 377 BLE S T
ANTRL ] 2 (Y L-Asp : 55 92 i 191 B2 A7 S L IR 12
110 000 1U/m?, 755 22 fiff 1) B2 4iE 3R 5ik Ak 39T L 1) 3
556 000 TU/Mm, 75 5 28 fif ) S i 3R 5 A6 0 Bz 1 7 55
6 000 TU/m*; PEG—Asp: 55 2% fifk 1] S s A S LA
512 500 1U/Mm?, 75 5 5% fiff 310 S 3k 3R 53 A 309 JUL ) 33 S
2 500 1U/m?*, &55oR , BOLBUARBAYE & 4R L-Asp
I3 9N 35.5% . 26% ~ 42% F11 20% , PEG—Asp 43 %1~
1% 2% ~ 1% WFFEUESE PEG-Asp A AR &
e R R A S o

TR 55 1A T AR DM E 4L T 2008 474
135 5] g CAT P47 25 131 461)) B L3 A3t 36 40 (65
) 5 R (66 ) . 15 5:iR 97 F VDLD 15 %, ik 40
2R HE P PEG—Asp VRS, X IRZH R L-Asp. 45
SR FEITBOMAS B A= 232 07 T P 20 ) 22 5
TGt E o RN & AR T, RN
4.4% (3/68 1) , %t HRLH K 5.9% (4/67 B)) . BFFTIESL,
K HI# PEG—Asp [ VDPAP 17 % 5 % L-Asp ) VDLP
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J7Z2A97 JLE ALL, Hy7 0 A B ROV AR, {H PEG-
Asp ELATVE FH B )R At FH 7 (58 A AR A, Je XAl
JFEV Al 1) 4 Mok i ity o] 7] 2o 0k 52 R MR s 191 2 f
AN KT

Silverman 58 % PEG-Asp BRI 2596 FE R T T K
W, 197 1] 1~ 18 ZHWIRIZ Wi A ALL (1 8 5 A4 A
PEG-Asp 71 BIRIT o ik H 0 AR fE 4l s fa 4
Jr A B 408 3 K H K JE JE (methylprednisolone,
MPS)VE R 5 S 2 fif T iy, B Je ZFh 25 006 51897
28 K., Ho 2 ds R 1R B (vineris-
tine, VCR) , & K i 1 ¥& JE #2 (prednisone, PDN) 5§
MPS, 2 7 £ Z2 It & (doxorubicin, DOX) , {55 & F &
S (methotrexate, MTX) . HIEVRITHISE 7 K, T A
ZREEIESZ PEG-Asp #5112 500 TU/m* F ki 1 he
5K AE PEG—Asp FRLFI = 2 500 TU/m’ &k v
BT T, S B 114 Tk A Bl A 2 24 e 32 3% M sl
[ AT 2 fr 2 JEEL B A IR EE R4 N, PEG-
Asp A B 22 42754 2 000 ~ 2 500 TU/m?, AT 2 J&l 45
245 13k, NI/ FHEAR 58 - IRTT B AS

AW IRER PEG-Asp IN4h 253545, xF 164132
R CEYAE 7 %) SRS T WL I, G bk
T PEG—Asp “F-¥4 2 N5 i, 6 BR AL 27 491 j & DUULIA
4 PEG-Asp 3 347 o U568 & 8, (U
PEG—Asp AL IR S5 RIS FH e i 1 14 52 3
SN & A2 AR, HLPEG-Asp BB HEF &5
JUL PR 5 38 A A (LA A A PR TR 5 R I A B
AN K S8 0 VKR 1 PEG-Asp) o BRI, I PR R
JH PEG-Asp iA97 835, 40 T 50 ki 7 siUL A 3 55
ymroe,

A [ A AT A A S LA S 2235 % PEG-
Asp FATIR R IFAF M RMILEE . P E BE AR B I
W = e ) L2 I 1297 o0 T 2013 AR £ L 268 f4]
196 ALL HOLVE A BFSE 6 4, Hodr 159 4] 8 L4532
L-Asp )7 Fi5 FIAIT , 109 352 & PEG-Asp (=L
B BIARST o Bl 257 VCR . 2241 %5 % (daunorubicin,
DNR) B #h ZE K # (dexamethasone , DXM) #1715 &
Ry7 . SR BARWENTHEREEZF LRI FE
X, WM WIESE T PEG-Asp IRIF WA ALL H LAY
I RS L-Asp AHY ™ 1AM, BN 5 — K E B e
2009 47 H 2 201447 HWUA T 60 il ALL JLE 8 3%
A R 5E , 175 53697 & H VDLD (VCR+DNR +
PEG-Asp/L-Asp+PDN) , B#L 5 J 2 24 . WML 45
PEG-Asp 2 500 1U/m’, %} FRZH 25T L—Asp 6 000 [U/m’,
VCR .DNR PDN Fll i [R] M E2H . AF5% & B4
X BRZH7E 58 R R 3 AR Tok R AR AR I R AR AR
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JrTH 25 5 T Ge 25 Lo UESE PEG-Asp fUF L-Asp
VERIRIT T AT,
2.1.2 JAALL  AHXTILE 53057 28 i
SPERFGY, 22 1] A% Bk e 1t A6 N R B 9 T 1 D A
WA, Faderl % hyper—CVAD Atk K77
%, IR T VCR . DXM il L-Asp (JF 4 1) 62 5] 5 2 17
F L-Asp, 43 883 i H PEG-Asp 2 500 1U/m’, i.v.
d1) BRI VR RO T 289697 90 152 2 slodiina 1
IS ALL . 1056 % W 4 191 £ 35 (47 % ) 34550 2 2% i
(CR),ikF| CR By 7B E]Z 29(18 ~ 80) K, H1fii CR
FRZEmfa] \PFS FIOS 733 5. 6.2 Fl6 1~ H o CREH
Hi{i7 0S 41 10.2(1.4 ~ 69.5) 4 H , I ILIIESE PEG-Asp
TGI7 N ALL 55 L-Asp A R 4557 3%

AR, Douer 555X} 25 (9] 32180 G 47 PEG-Asp
Ayl R USC iR 5, 32 36 AR 17 ~55 %,
PEG—Asp FlH4 2 000 TU/m?, ## KI5 16983212
XTI RENE (3.4 ), 58 G H 3 96% , 4 4F
HAERR 31% , T KRR 40% ., WIS
ALL B R H PEG-Asp 1697 Al P2 AE R A B T 1 4R
Feul , H 24k sz BT

Wetzler % 41 %F 85 1] ALL i\ 3 (AR A 17 ~
70 %) A5 T CALGB 9511 IR . PEG-Asp i S
HATE] 2 000 TU/m?, d5.d22, 1584k 2 000 1U/m’, 54%
BE LRI RINAE (3 ), 5 &R MF N 84%,
25% B FH R T8 BN . TERAEFREN
22% , A B U, TTE SR
2.2 PEG-Asp fEE Mk ELI8 b B9 PR A FH

A VA EEL R 2 I AT Sk R R K A PR A PR =2
— , BfE#E WHO Jhf [ i 4 27 s 43 25 B AR A S N
AT R P2 i, NK/T 4 itk U 98 DA RCHTAAR T 9k 0 Bk
£ it 6 £ 98 ) B A SN . X AR ALY T 40 i
Uh L8931 S ) DX B A R e, TR R [ R R
I AL, T A TR B I ) R R R A i . NKU/T
2 9k T 98 24 o AR B A7 42 ik I 9% (non— Hodgkins
lymphoma, NHL) [ 6.5% ~ 9% , i 5if {42 T 9k (L R 41 it
W ELR 2 5 A NHL B9 2% ~ 8% , i JL % NHL fY
40%LH , KRB BN, FERIZ IR R
VIR, A RERTT , B INET
221 JLEMEMMKERE  Winter 2578 IFUACH 24
Yol FERt AT ) LEE 20PE T 9k B 20 it P9 e AR 52 Hh
B, AERTS Ry S0P T bk B A0 i (29 49) R 2= 7
Ak ELIE (16 ) B9 L, SR FH MTX %5 RS (mer-
captopurine , MP) L JE A 1 (teniposide, VM-26)
B 9 (cytarabine, Ara—C) , PEG—Asp BUfX KSR L-
Asp B ZIEATATI . AW B 251 F CCLG-
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2008 & NHL-BFM90 J7 % i H PEG—Asp JA77T ALL
5 LBL &L 211 ], 45 54871 DL PEG-Asp /U L-Asp
VR —RinIT AR,
222 WCEPEMRER Muss &2 8 1RILA
412 000 TU/m? i PEG—Asp 1A 97 21 BTG TEE 7 47
SR LR R BRI R TR R R IR A R

Wen %52 X} 2009 4F 1 H 22 2013 4% 8 H ] Z4 A
1 20 191145 71 NK/T 4 fpk CUR i 5 AT A9, i iR
H AR 1 R TE BT PEG=Asp 2 500 1U/m?, % 21
RKAVA A, [FEHEZ A LST : CHOP(544]) , EP-
OCH (7 i) , GEMOX (7 f4i ) , CHOP Bk 7 1 >k 8 &
(bleomycin, BLM) (1 f41]) o Z5% 7R, 7E2 ~ 59 i 1
ZJa (AL 4, CR N 25% , ORR N 60% , Toit
BRI R TR A CAE T i

[ N —I0IFSE 1 2009 4F 6 A 2 20124E 3 A R H
MK SMLIE J5 283697 7 B ~ IV A9 2540 NK/T 40 it
WL, CR S, PR 15, PD 1 44], 3 ) BB SR N
85.7% , CR BN 71.4% o %45 R 4L 7R o K 1) SMILE
T7 FIRITRIE BOMEVA T NK/T 20 bk B9 7 35 s i
BEME AT A2, (EASHIG R — DR

SV e W S HT 2008 4F- 1 H 2 20124F3 A
F5Z PEG-Asp ALY 32 iR ELRE SR B AR RV ERE,
e NK/T 2 b 0 5 22 491, bR B bR L
H 1019, NK/T 4k 988 28 F CHOP-L[ SA @k
Jt% (eyclophosphamide , CP) . VCR . DOX B R ik JE A5
PEG-Asp |77 45K L-OP(PEG-Asp . VCR . DXM) J7 % ; Itk
EL A 200 A 9k L4 98 8 3l FF BEM-90 7 %, £.4% VDLP
(VCR.DNR ,PEG-Asp .PDN) .CAT(CP ,Ara—C .6-MP)
K MTX , Horft VDLP #8431 PEG-Asp 7l 5 34
2 500 1UM?, 43 3RO ILA TS , 25 25717 30 min ik
Fa: DXMS5 10 mg, [RIF45 02 5 N1 12.5 mg, 72 ~
3JEEE VIR, WP BRI N . R58 & B, B RCR R
T1.9%(23/32) , 56040 40.6 % (13/32) , 553G fifk

®1 NEBEBESHFFERERLER

Table 1 Antibody positivity rate induced by L-asparaginasum

FN31.3%(10/32) . ZImREE FHER PEG-Asp i
R - Asp B RIS, RORFETERZ HALA R,
(AL T i sz F T aa N . RG22 ey
SR TR IR G 8 o X152 & MR NK/T 24t ik
EEL IR S bk L 200 i b B4 A 340 T T e R 2

3 TREBRALIE

PEG-Asp 5 L-Asp TG AR R SO AR, G2
(ORRBUR rBAN L ik A 111k RS ES R RGN
AT B 2R IR 58 R o 25 L SR I ZR L AG
3.1 PEG-Asp ik iz

L—-Asp Y77 1Y — A" 5 0] AR T 7= AR BT A< Tk
Jie BT (Ab) IZBU AT DL RIS 1, O 3 30t
L-Asp it 2 &S5 UG A FEE— I R
PEG-Asp TR RGBT Brik =L mynl
REMES(E ),

3.2 iU

PEG- Asp 3 i )X W & A= % R K SR L-Asp 1)
30% ™, $:3Z PEG-AspifdT s H Bt LS g i
B L-Asp 4 AR M BUR R A Atk
SN, T AT L-Asp 2 505 5 R A 88, R 2 2
5 WA R Y Sk #

Y5 T PEG-Asp 8 /0 J He b WUV, 1 FH AT A5
8024 Wy aak SO B 3 (F A A R G L 1 1 45 T M ZE oK
P TS N ER IR S N WS, LSBT ek B80S s ) A A

IO N — RIS SR S K i S
SR ME R A SRR T . 2 R % Y
WEIIE R Il O R S AR . — B 2 0 P
22 3 /NI, B s OSON ( RAE  HRE it S A PR
B AL O R, R B R EE R TR (3R
PR A AT RS ) BLAL 2Py W A S A TIRYT

WA, 7 i b Ao B0 I TR B VR YT B R L
B HOIN AR K, PRHEA T o R AT 0 R A I
it 1) SR8 S o

NES T ESi) Filis A PUARBAPE KA % G

L-ASP 10 000 TU/m’, LIRS , 30 3, 175\ i RIErmE 35.50% Woo et al. 2000
9 i RS 9 A
6000 TU/m* JILIAE 5, 38 30, o 5 2 it 1) TR JCAR T/ FEKAT 26% ~ 42% Armstrong et al. 2002'"
9 FlE BRI 6 5 i
6 000 TU/m’ B¢ N5, 5518 2 0%, 75 S 22 i 01/ e e 20% Larson et al. 1998
SRALIY] 14500

PEG-ASP 2 500 TU/m* LA 4T, 75 - 22 f 101 4 A5 i HIFERAR 11% Lee et al. 2000
SRALI 1
2 500 1U/m* LT, 175 S 2 A 00 150 W JEAR IR/ ZEAKAR 2% ~ 11% Armstrong et al. 2002
FEIR AR 1450
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3.3 FiRedE

PEG-Asp & 2 Tif 2 PR AT, I DI e 5% — el
LAV AN BV o i L P 2 P U 2 2l o
JRETE TR, MAINVRA RN 0.1% ~ 1%, —
e AE N PEG—Asp B b ™4 7 2D aE S LT 2
KA RFOIRE S0 &, v 4 T — B R XTRE TR YT
X 8 ] PEG—Asp Hij -2 5 58 8 AT 1 O
FHBYY R FF DT REMK S 1 B PR A
3.4 Ik B I B AT R

I8 I PEG—Asp 1) 535 AT Jh A= B8 i it Jirt P[] 224 |
BI85 ML T A T ) A IR 4 2 1 i S
MEFESTH . A IRIE L-Asp BEIMLZFA S0 10 & R Y
}150% ~ 96% , 11 PEG—Asp Z°4 25% ~ 60%. — B I
Aps S RS B M W H — S A
Ao YEFAEER AR T RS R AR R 7] 253 e i
WA A FRIRATT , W I A8 bR M 2 4 R
1 o
3.5 MERIE AL

PEG-Asp TE3YT ALL SUEPE I T I 5 & A 1l
F, 32 g G 1t A R RS K Il A, A AT R A AR A DL
IR 2E . I R R Z AR L-Asp 17 W lB] (52 2 )
1PN B, T A AN [ S 050 ) s i A4 T 55
Y R I B AR R AR R 1% ~ 2% s RS
KRR A i I A T B s D A 2 —

—JBOGT A e i R, JE R (R I E 5 A7 14 1
AR, AT LAZS T/ RIS 2R 2 000 ~ 4 000 TU/d
TR IR ST, AH 3 JCAEIE B= 2 35 0E B A 25 T B
B J AR B A 2 8RR . — B0 A i i A B TR
FRIDK M0 B 17 265 T B IR VR T

It PR L4571 L—Asp B, 55 S 25 T 4 A2 22 K B
MAIBIRYT o TRYT H IR T 253 3 6 1 2 K 21 2
B IR I 09 10 0 1T 8 b B £F 4 B 1 R
o PERKIE A E HMGAE X A AR T R BN R
# , N H PEG—Asp 19 [w] B AT FH B] =) DG AR it 55 1 A4
T 1o
3.6 VR R

PEG-Asp W L AT A A JRAR 4% o 1] 4 Tk e ity
BT IR A B 2R TR BRFR S AAP, JUH UL T AE R
L EPEG-Asp FEAR N Z —. AAPA] &4 T
PEG-Asp fbI7 I B BL, K A% 0.4% ~ 2% , Bk G
TP AT 3K 10945451557

TR AR B, 7™ AR B3 I RRE IR
DA | PR UE A Bl B TR R 75 M CT e 18 R
2 VL R A R AR ) EE B i . [ R X RN
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N HH PEG-Asp & 45 T Z2 BRI, an B8 il Ik B 13 97
A T I IR U TS b O AR S 1, R A 2
R HREG I, — T VR S RIS W bR

i HI PEG-Asp id B, 85— B BRI s
TR MIER BE>125 U/L, % (0 B A8 N CT 45 7R [ g 14
KB, ST RV IR R SCRE AL . 12 AAP IS
AR RN AR R K E T R T 25 T B S
T R, B K L RT3 0 , 2N
HH 5 (MPS) I8 RAE N, 25 T P 25 1 il e B Ak
SO i 1R R R RS AE R L AIE
fIREE (A IMAE , 4ERF 2R DI RE
3.7 WAL

TE N FH PEG— Asp 5 74 2 L fff i - . PEG-
Asp BLHEG IR B F K ALECE L, R aX 5B Afky7 &
YA G o TERAREA MAE AR I e A I AR IfE
4] % B S VAT o
3.8 WAL

0] J 5 R T RE 1 BB 53 2% ~ 3% 11 PEG-
Asp [ B8 B OBEAE ™ . ELAES SR YT B Bobi
B SR W R FE B 2 0 O A R M ARERE
b, T TN IR )2 75 W PR S, 45 0 R v I
BEBRER , FEIRYT P O W RS AR Ol A AETR
7 T BB & TR S TR YT, AR
G B AR, T MR TR IR . Ak,
AR AT H B IR
3.9 JLEARRIN

L-Asp J97 1 B2 rfas 22 T AR IV 1T A Tk e 1)
[ IR, LA PR 2 A E B e B, T B4 IE
AR Z B g, o] = AR 2 FOR BRIV, HE A
FEIRBCNE IR 22 | 25 W M A DR s 358 1 T R B 1 | JHF
DIReIE S, AL, L-Asp E R SRR E A HIF, BT
v G Bk, AT 5] R AL A A v Y o ORI kR
B, WANGE BN, JLEPIKREEZ L-Asp 1RTT 2k
TR N 5 A AR 5k 24 % | B 78 A O IR v 4
GOl BAR L-Asp 7] B i i 3% JLEE ALLYTAK, 10
PRI G ™ B 1) ok SR K A 2 i B RIME A, 7E— e R
JE I BT G R N F AF 8% . PEG— Asp i 4 X
Asp IR 2 WAL TEAR RAREE 7R T L-Asp it
SN S fel FH AZ BR 4 55 552

A5 PEG-Asp 7E JLEE ALL I AR H Y
Gt T T . 20094F 10 H 2 20114E8 A5
A 32 ) L H T X KA FE B - Asp 2 S 45 1
PEG-Asp BTk 46 Uk, iy B LI A CCLG-
ALL 2008 77 £ HIE 1216 . WXL R w46 1]k
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PEG-Asp 697 T AN 1911 (2% ) Jx A= L0 ) s B S 17
LT 0 RO R 2 i e o R R, A — i
WSk S IR, 28 AR B AR AL R SR AR DR G2 M . A,
AN R K A BRI AR A H A8 Y L-Asp AN R0
KA, AR, W&, PEG-Asp N FILHE
ALLIRYT P, B 3 1 &8 M A B AN B RO
SEILI MRS, HEFEAE R % L-Asp i 5B LA AR
BIT

4 JLEB/BAALLRESREREAT AR

4.1 JL#EALLIBYT %

%2 VDLDHZ
Table 2 VDLD chemotherapy regimens

4.1.1 CCLG-ALL 2008 ZH L UMERIY % R
H i K Z80CR H v E L EE A s P E4L CCLG-ALL
2008 Z HH.LEME T 2897 JLEE ALL, A BF5E 2008 4
4 A 201143 AUkiA 198 4] ALL £ LR FH CCLG-
ALL 2008 iAW 7% , 23l % G By i AR 4 %

W IEAIRIT % DS MAYT : VDLD2 (3R
2), 2)H IR ALIAYTY  CAM (3 3) . 3) ILIEAYT
HD-MTX+6-MP, 4)#EiR 58 16i7YT : VDLD3—CAM,
5)4EFHIAYT . 6-MP+MTX/VD+IT, B7RY 24E,

254 R 2 2 FHZ1 i)
AN 60 mg/m’/d, po. d1-7

KA B 1.5 mg/m’/d , £ K 2 mg i d8,15,22,29
FKUAB"ER 25 mg/m*/d, iv. 1 h ds, 15

L-Asp 5000 [U/Mm/d, iv./im d8,11,14,17,20,23,26,29
HOFER AR 6 mg/m*/d, po. ds-28

TP AL H 2 BEAAHIR] AR R FE N 20, d22,29

&3 CANSE

Table 3 CAM chemotherapy regimens

2y e M2 2k ST
BN 1000 mg/m*/¥X, iv. d1

(g RS 75 mg/m*/IK, iv. d3-6.d10-13

O-F AL

60 mg/m*/d, po.

d1-14

GG R DB FEMIRTT : VDLD4, 2)
FRRAIAYT : CAM 21K, 3)JLENAYT : HD-MTX+6-
MP, 4)ZEiR584LIAYY T : VDLD3 & CAM., 5) (i) 4k
FRBYT : 6-MP/MTX, 6) iR s fkify7 1 : VDLD3—
CAM, 7)4EHRAYT : 6-MP+MTX/VD+TIT, M7 FiL
P24, PR 2,54,

FELLIRIT TR DIEFEMIRIT : VDLD4, 2)
HIERAIATT : CAM 27K, 3)ILEAYY : (HR-1,HR-
2,HR-3)2 IR . 4) fEIR 58 LR Y7 : VDLD4—
CAM. 5)4EF+51877 : 6-MP+MTX/CA/VD+TIT, 7
TR PE24F B 2.54F

7880 WG B 197 5734 A A7 B[R] (19.2+0.6)
M IR 51%, brfadl 241, b gl 1 4, B a4
76 ALTFAHIARIER 5 0.5%, B KK 10.2%, HH
185 (il 75 33 RINTE L. CREN 94.4% , V-3 5 ik
A 1] (23.449.7) Ko A WL CCLG-ALL 2008 77 2497

° %

S
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)

JUEE ALL [ 58 2 e A0 RS R R, AT A
TIRHCHRMR . AAEIRYT R T VPAl PR 2 A7 o
BERT R S8 G, BRI A R, S R A A
IR AR SIRIEAFIA RS
4.1.2 PEG-Asp A LI r iRy r JLE ALL i HAbR YT
R HVGHLE (decitabine) \PEG—Asp FIR 37 7
(vorinostat) Bk & fLI7 16 JT & K B ALL, K 37 34 b
230 mg/m* F I . 1 PG fh € 15 mg/m® 5 Ik 1 5T, PDN
40 mg/m*, VCR 1.5 mg/m’, DOX 60 mg/m’, PEG-Asp
2 500 TU/m* B FTHE ALY 70 mg™ o

PEG-Asp Al 1% (clofarabine ) B & FH 2 < Tk
Jes T 60 mg/m® IR, d1 ~ 28; 55 8 4 DR K &
B 1.5 mg/m® Fl1 4 4S50 5 9 221 R K 36 mg/m’, P
kS o TR Bl 2R FR GE T I 20 AR Y R ULET 7 R
2 32 AR B B DN T I (MTXO) 5 & 2R 11 1L 40
il 52 28 X il 28 R 58 1 B8 L) 42 32 A A0 24 57 4t 1)
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B N MTX; L A 5 8 40 4% 25 96 1t i (cyclophospha-
mide) 900 mg/m*, MTX 1 ¢/m*, PEG—Asp 2 500 1U/m’,
FIEHIEE 40 mg/m™ !,
42 WANALLIBYT %

MOAP J5 S MEvA M s 5 & 1 BN Sk bk e 2
JL A I PRV T T 58 A R i 2 R R

MOAP /7% : 7 d1,d14,MTX 100 mg/m> &k i3 5t
%/ 15 min; Z i PEG-Asp 2 500 TU/m? & ki v (5%
KFIHE3 750 TU)H#4E4 ~ 6 h, d1.7.14,VCR 1.4 mg/m’
(e K4 2 mg) FFLL0H 7 2 2 15 min, 7Ed1~5,
d14 ~ 19,7k JEFAIE 200 mg F1fil/d™

TN N ALLIEAS DL 23097 ) % (2 4) .
43 EMEMEREIRIT TR
4.3.1 PEG-Asp+Gemox+Thalidomide 77 % FH T#]iG
T/ IV A B 96 52 2 NK/T 2k L DLk s,

&4 VDCLPEVICLPESUITHE
Table 4  VDCLP or VICLP reduction chemotherapy regimens

254 Bl e TP s Y FA 241 ]

KA Btk 2 mg, iv. d1,8,15,22
ZOHR 45 mg/m*/d ,iv. d1-3(d15, 16 4hE0)
ISV 10 mg/m*/d , iv. d1-3

I 750 mg/m?, iv. d1,s

PEG-Asp 2 500 [U/m?,im. ds,22

AN 1 mg/kg/d, po. d1-14,d15-28

=5 PEG-Asp+Gemox+Thalidomide 5 &
Table 5 PEG—-Asp+Gemox+Thalidomide chemotherapy regimens

2y F B2k e Ealingl
PEG-Asp 2000 IU/m* in (GRS dl

#3750 1U)
VG 800 mg/m’,iv., 30 min d1,8
LSUZRIEd 100 mg/m’, iv. d1
RN 150 ~200 mg po. gn B ITHAIG 25 1 4R

21 KA 1TI7FE

FIE PR 1) 1R P4 Bl BEf s KT
7R3 Gm R RETE R L A 4RI 259 (DXM PEG-
ASPBRAM I 25% . 2) 55 2 B 4 20 B
PERFEE KT 7 R 3 P R MR &I fLIT 259
(DXM . PEG-ASP FR4M) 5l &8 /D 50% . e % LT 2
UGAETRHEE . 3) 58 1 O BI=2 P Al B AT R
HE B T APTT 2K LF4EE R R %, B R

° %

EHRs
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UALIT R AR BEVR &2 2 1 LN, PEG-ASP 5| 4 i />
25%. 4)5 2 =2 ik A il BB R
FEH TR APTTREK LF4E8E AR R R, BN kibsr
FIARBEMRIL 2 1 LA, PEG-ASP I8/ 50% ., %
ZAVF2WFIEINEE . 5) 2 H =3 YR M2 B
PR Kk Z ) IR TR, BN AR R
KA Z 1R UN TR, EESHETRE
RN, 2 RVFHER 14K, W14 RNEERE &
LA, N RALST T 25 25% .

43.2 MK SMILE Jr T NK/T ke - ke,
433  AspaMetDex J7 %5 F T NK/T 4 bk E0 9 L
#7,%8,

434 MR BFM-90 J7 223897 T bk T B 4 i bk £
Ja W9,

x"6 MERERSMILESZE
Table 6 Modified SMILE chemotherapy regimens

254 i e 2R 2giE AR FHZg 1]

FH a8 A TR 80 mg, iv. d2-5

L EANTH i 1.5 g/m’,iv. d2-5
ekl 300 mg/m® , iv. 0.4.8h
SinERzR 75 mg/m’, iv. d2-5
PEG-Asp 2500 [U/m’, im. d1

I S ey 2.0 g/m’, iv. d1
=7 AspaMetDex 5
Table 7 AspaMetDex chemotherapy regimens

251 N2 2 ikA FH 2]
PEG—-Asp 2500 1U/m’ dl

MTX 3 g/m’ dl

DXM 40 mg d1-4,q3w
%8 COEP-LHZE
Table 8 COEP-L chemotherapy regimens

254 Fiilk= JHZ 1]
CTX 750 mg/ m’ d1
VCR 1.4 mg/m’*, iz K5t 2me/iR di
VP 16 60 mg/m’ d1-3
PDN 100 mg d1-3
PEG-Asp 2500 1U/ m?, im., Je KFIH 3 750 TU/K d2

PEG=Asp MK, (HFIZYHTL THUS OAT CBEERKA SRR JF
i)

AT 2 A HAE, 364
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#9  ALRMEER THE SHAEH BB RBFM-90 5 R

Table 9 modified BFM=90 chemotherapy regimens for T-lymphoblastic lymphoma in Beijing Cancer Hospital

WE S 251 Fiillis FHZ5Hsta]
HEHE]
VDLP AL 60 mg/m’ po. d1-28 Jfes
KA 1.5 mg/m* (I K 2 mg) iv. d1,8, 15,22
FTURR 30 mg/m® iv. FFLE 1 h d1,8, 15,22
NS 2500 1U/m’ im. #x K 3 750 U d2,16
Lichaa (g7 oRER 50 mg d1,15,29
i FERA 5 mg
CAT BN 1 000 mg/m” iv. d1,15
g 1oRER 75 mg/m’ in. d3-6,17-20
6-SHAEIENS 60 mg/m’ po. d1-28
LiERa A d1,15
R ES T
HD-MTX 6-SR LIS 25 mg/m’ po. d1-28
FH g 3 g/m’ . d1,15
BT [ 1= d1,15
HRHEN
VDLP HZEAKAN 10 mg/m’ po. d1-28 Wi
KA B 1.5 mg/m* (I K 2 mg) iv. d1,8,15,22
FTUHR 30 mg/m’ iv. d1,8,15,22
NS 2 500 [U/m?, im. , F K53 750 TU d2,16
BT N
CAT BN 1 000 mg/m’, iv. d1,15
(g7 oRER 75 mg/m?, iv. d3-6,17-20
6-SEEIENS 60 mg/m*, po. d1-28
Lichas [l k- d1,15
AERHATT OATFIRIRYT AL 245)
FH 2 ey 20 mg/m?*, po./iv. qw
6-SRILIENS 60 mg/m*, po. qd

BB IR L ROT R A2 8 1K

5 HYEFE

B2 T BEH RSl PEG-Asp A B W K IE FE
(A TS i Pk TP N | M s X - 1
Ko BRI R P T — R, WD T 2GR
SBEMMNERST o WHBUR AT HE— I e (BEAIL
X R G R A0 100 1912 ~ 14 % il ALL 58 L, 45 5%
7R PEG-Asp 2 (1.9 %) i 25 R B i /b L-Asp
H(T5) 0 ERAECTES—WUR AL BEAL A I
55 iR LAY A 100 B Ef2 R ALL H5¢ 2% 4R 0L 1
0y L, 45 B R PEG- Asp 2H 19 7 2448 B 1) (8]
[(11.5£7.1)d BB 5 T L-Asp 4[ (18.5£4.9)d ]
FEUESE , PEG—-Asp AT Jd /£ BERS [a], 5744 B 52,
T FEAR AR B IR T IR 08 AR o BRI, 7R PRIES 7 4
L VERITTHE T, PEG-Asp %5 L-Asp FZG M1 2 5525
LR
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