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T LI LY I

5

A B4 11 05 ( CMIL ) S8 e i 40 L i g 4
T IR B S IR, o RN L B 15% 1, A BRAE R RN
1.6 ~2.0/10 772, 1986 % 1988 AEE R E 22 M4 (i B
TRIX)46 A T8 2 A AT I 4 [ IR & A L A R
CML 4 &% A 0.36/10 7770 G B P LA X /9 3
TR R CML 4E &% 0 0.39 ~0.55/10 7477,
o CML H 875 75 B R AR Ak, [l o JLA 3t IR 0 R A T
A R CML Hh 37 o 4E I g 45 ~ 50 170 i 7 Jy [
K CML f P L RAGAEIR R 67 %

CML {936 97 H 7 2 R B 3k B 58 4 40 M 1% 15 2 I N
(CCyR) BA K SR I 43 T2 2 107 B 5 2 196 Jo ik A 2h R ik 9
Mo SEREDE T (T 40 M B A (allo-HSCT) 2 M — 45 234 i
CML {53 , (EL LB T JE Ay AR 2 i 5 i R A g 41 i 51
(TKI) g ) B B 8 F) — 2RI T7 i  32 FI kAR allo-HSCT
AR TEA T REERE AR, P DB RN
LRI I8 CML 30 10 473K 85% ~90% , [
it BB s 2 A5 B T 40 B ARk v — R R
£ CML {347 PP PEAN A TEEAG B W15 O0G | 1 JLHE 1
PRI R, % BB MR RUE, T T — 4807 .

PS8 2013 4518 PEBEPE 151 155 NCCN g 27 I PR 55
Be45HE) (NCCN 2013) ™ 2012 4E Rk i ift 87 14 Bk 2 4% (ESMO
2012) 1! 2009 4E KK 4 1fi. %5 19 ( ELN 2009) 1 % K 41 /9 3
SPHERE , 31454 P E M S2PRIE I , 205 30 {7 I W 2 & KT
PHEEHIGE T ARG , 5 18 o ILIRURH B 0T o 30 o I U 2
BRI A S

— CML 432 Wi 43 391 B ) PPAG

(—) CML fyi2I 440

218 WHO2008 35 Ifi 19k EL 21 2 ihoRi i2 A b

1. iR - ML B 11 R R B, A I Ph e (K H1 (20
BCR-ABL i £ 3 R PR BV Tt 5 12

- FRAE SIS -

2 1 B 1 B M0 %12 BT 506 ¥ $5 7 (2013 AR

2. CML (4341«

(1) A8 A JE i =8B 6 R G 41 < 0. 10; @K
TR 32 W 8 S R S AR o

(2) hsg s - 45 B BT A — 35 . OS] i B
S 5 0. 10 ~0. 19; @M Ifi W Bk 41 i =0. 20; @5 i677
T g /MBS (PLT <100 x 10° /1) B (PLT >
1000 x 10° /L) ; @ TR 18 45 ; @ 47 14 Mt AIE 34 K e 1 40 M 3
e .

(3) A7 45 A T MR — 350 : DS A i 5B 38 R
BRAIE = 0. 20 ; @) T35 4G I 4 40 o 2R 4 BE ST 5L iR 2
21,

(=) CML i f5 A

WZRELHE CML BH N8I XA, F7E 10
SRR, VAR B & BUAR IS | 1 40 B v Rk 4 A
FERRR/IN X AR B L /MR B R R S S B YDA K,
7 1984 4F Sokal 25" KR4 COX AELRLKLRY M T/ PR R k4743
g, 41 Sokal BTGB AR, B KRS BRI HETERTFEIIE
LT ESRM RN, HARXKRINT

Sokal 143 = exp[ 0. 0116 (4F#% —43.4) ] +0. 0345 ( JiLjE
Jo/N = 7.51) +0. 188 [ ( if /M 3 %5/700)* - 0. 563 ] +
0. 0887 (JE LA 4L -2.1)

o/ x 10°/L g Bfr AR LA hy 0, B
JER/N RIS F em {H, %4 <0.8 RHKFE,0.8 ~1.2
s, >1.2 HEfh.

= \CML W67 7 FHfitE

(—) CML &M B H IR IGYT

1. TKI 3577 < A8 01 3 o e IRy O TKI, 43 i 4 5
B2 400 mg, A H 1 WO (B 1) o i 30 A R 0
0 I AR S A 8 A5 2 UL, 2 BRAE 6 b AR A
CML H IR OB ARAE (3 1) BEATIRYT RSPl , Bl 18 %

SEARIEGE: AR =
M Ph R R n y
| A | BCR-ABLAEA BB it ]
IINCTAIN i
N feficiyin HRITT IR
R He _, [Phaesmtt || Gt
e A 40 ff b BCR-ABL & S [H A 14 Ol 400 mg % H1IX
LI 5T S
S TIRAEEIHT b Yl

1 M8 PEBEE 0P (CML) 18V B3 192 W R iR iR s T 7~
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AT IR PR PR M 6T SN b

YA R

6 4-4

1244
18 1~H
AT i ]

k%] CHR fH 4 % %) mCyR (Ph* 41l JGfEAa CyR(Ph* 4} >95% )
66% ~95% ) 5% BCR-ABL® >10%

%] mCyR {H A 7% %) PCyR (Ph* 40l ARkF) mCyR(Ph* 4 >65% )
36% ~65% )8, BCR-ABL" >10%
BCR-ABL® >1%

448 MMR ( BCR-ABL® >0.1% )
4k MMR, JG Pt I # Je i 25 1 BCR-
ABL $ il X 578

AikF] CCyR(Ph* 4iJifd >0)

Fik% CCyR

24 CHR & CCyR, H B s Je sl At
TKI i 25 ¥ 5648, 81 Ph e 4 (R St E
A e Y 5 R S

‘E:CHR:%éﬁﬁiﬁm;mCyR: VB30 5 25 17 1 5 PCYR 3553 Mt A% 24 I 5 CCyR . 58 4 A A4 27 S I 5 CoyR« A M3 = S 1

MMR ; 5845 F2 5 i 5 1« IR A5 TR il S Rt 0

W R (E2) . R T# RN EXREE, AR
#2497 3 /A 9 BCR-ABL i & 3£ B AKE > s RIGIT
R B e BT W B A BT R I YR SSE UE
LA S 2 VLB B ZE VP SR T IR M ME L FB 3 B 2 Tt S A
I 2 o BERE | B iF4T BCR-ABL 4y X 28 £ A , 16 i 3
s — 4% TKI, 42 i B R sk v R e, A Al b i i vl
% 4T allo-HSCT ™27 | i | W1H) TKY I 47 H T A o
B AR 254K 22 AT B S BSOS BLIGG RES SR, 0 T BF JE i 52 A
R 8 0 B S S — R KL, RAFIIRZI KA MR LA
e 7 W o AR B s R T I

F2 400 mg/d fFHIh R 8 IR 0D MERETE 005 18 0k 1S

IRIT IR
YRTT RN Al TRIT I SR
S HEIRYT R 445 400 mg/d I
WAEIRIT R WA AR 5 A AR TKL
PR 25 AH AT 5 4k2E 400 mg/d {7 R JE
BCR-ABL i 2 25 43 #1
TRIT R PEHT BB 5 AR AR TKI;
PR 25 H AR SCT 1¥4# 5
BCR-ABL S(HF2AE ST I R UK
AT 3% T EE AR TKI
SCT 14 5
I A

T« KT B SRR 47 1 77 5 SCT . T AR S A

2. HAbigIy: THE AR 7 52 LA I allo-HSCT 7RA]
T CML 18 S 3697 , P LIS 3Co

(=) CML R IRYT

1. fng ey 0 S 0 R B IR T S R
el L K BCR-ABL S0t 26 715 17 L e 038 A 1) TKI, i 121 &2
SIS P, T4k TKIIRDT, WAR R E A B 18 iV I T 40
FpE# R I , 7] % AT allo-HSCT™", 777E T3151 ZEAE B4R
— & TKI A U575 1) % B0 B 547 allo-HSCT, A Z& A4 ik
T2 PR BRI £ B3 A AT A0

-

(i

2. AR M SRR E BRAAYT SRR
DL R S i I e TR B2 siUB A (L7 4R 0 18 R 6, 2
85 LR ARAT allo-HSCT, A5 4 HE 47 7 24 I PR 1A 56 A #4407
AATH IR

= TKI Y47 SR 5E SCA B TKI 3T S A

CML 3% $:5% TKI A7 it B vpopm T4 (4 Ll A
3 A 2 A B 4% F-HE 2 ST, BB P T T B L LA B
RS R TR CML YAy B EE AR E Lo LA
J7 12 4~ A3 CCyR fE CML RS B R B HTE 3R75 338
AT, RS LR b 4 BUR L3R A S R 2 R 40 5 S DL
23 fy CML WS 03 H6 3 00 I V27 LA B3 e R Bt ™
% 4 Mt T TKLIAYT i 7 H I 92 LA i 2 P A 7 5
PR B103095) g3 e S SR PR AR AR HEAT e IR
RGBSR BB 20 Y HER . LRI 3L (FISH)
AT BB 75 A7 76 Ph™ SEME. 43 T2 SO OR A 5K i
5 Ik 38 4 B SR (RQ-PCR) A W Bk i £ 44 g BCR - ABL

F=3 BB A R R PEIGTT SN A E S
RIT L TEX
IR ESaA
sz 42 R (CHR) PLT < 450 x 10°/L; WBC < 10 x
10% /1,5 S ] i H TE A A B A L
WEBRCRLAN L < 0. 05 5 JEHA Y HE AR |
AHE., AT fish B 4 B O L 2

21t 38 £ 2 S ( CyR )
564 CyR(CCyR) Ph* 41 0
4> CyR(PCyR) Ph* 4ififi 1% ~35%
W3 CyR(mCyR) Ph* 411 36% ~65%
)y CyR(miniCyR) Ph* 4ii}ifl 66% ~95%
7. CyR Ph* 4 >95%

GF ¥ R

SEAA T2 R (CMR) G B AGISR A6 1) BCR-ABL #% 54
( E brpriEfL,1S)
FE4 T2 7 i (MMR) BCR-ABLY® <0. 1%
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®AABVEBEYE I RTAYT SN A W)

YarF SR W el vk
MRS ST 1K, EEHIALE] CHR; o AR 43 3
BER AR 1 ~3 BT 1, Rl kR
WM SRR 453 ~6 AT 1 K, EEMWIASE] COyR; B2
%5 CCyR JEUBREAE 6 ~ 12 AN Mol 1 0, 3548 2 48 BUR5 12 AR 1 s Bkt s
F#K78 MMR f6% BCR-ABL # 2AHi5 1 MR LL LAt
LR SE o WK BCR-ABL
BTERR B3 AHMT | KESHEEE MMR 5173 ~6 A 15K ERERNC R NEN
%250 BCR-ABL $6 3 105, 2445 1 ~3 1 F W52 gfg&?gﬁf’fﬂ%@m wid
WS MT  BITRRIE; S n
SRR e
2k B I T R

i : CHR : 52 22 [ W5 BT 5 CCyR « 58 42 40 U3 442 SRR MMR : 3 8243 -2 ) i

F AR R 55 5K P E PRARMEALAR 45 . BCR-ABL 3 il
DX ARG I R FH 5% A W45 I I 9 4 BCR-ABL %% %4 J5 Wi
A

VY B AR TKI f 4%

XFF B SR SR IR YT AN 32 RN R B8 4k I 1 8 3 2 e
e AR AR TKI, H A Py A] 5 i 45 — 40 TKI Ry J8 o8 %%
JEMK R, —EXIAR 408 CML 367 ROERFL, (H
“HBEABEARMZE 1E M EAERURA B R
B, 3 B PR AT S BN ) 101820 22,3600,

L ERaHIRBER L AIHE AR YRR K
IS A B 2590 6B 5 3145 & BCR-ABL S 58 A8 28 1 e 5%

2. Z 1 BCR-ABL #2252 Y . HATLA T 7 Fh2k A5
AR T eI Bk VD e e B ELA B WA B0 4 5 7 L
OT31S1: —FBIM2G , A & 0F % T Bk A NG RIR B, St 5644
BHIVAYT %@ F317L/V/I/C V299L  T315A ; 3% il B 1% %%
JEIRTT I 5 AR AR I BRYT 3% ; @ Y253H  E255K/V . F359C/V/I
EPEIR U JC 0 5 AR AR I R T8

. .allo-HSCT #£ CML )37 Ff

(—) allo-HSCT 3& w3 1!

H 20 20 AR 2 e i HF CML #3477, TKI 3% #i B
X allo-HSCT i2h CML G971 — £ 7 %o BAE N H A E—
AR A CML YRYT 7758 , allo-HSCT {332 i F F CML A4
I7o FERRLETE, 5 H AT I E K —HRE, CML #9448 it
BT ERBERK, FREEERAAEEAERNT
Ko 78 TKURYTRHAR, I 24 MEw PPAG B E R, %
J& TKI & allo-HSCT 3597 X% B # MR 5 A7 3K38 45 4 8
H AT IBHEATIRIT P R WS B AN JE U AT
allo-HSCT F& 3 (7% %

L. B2l JLE R4 CML B3 .

2. A8 ER R A SR Sokal P43 R A 1T R Y B BE S A B
L4 (EBMT) B K4y <2(% 5) , A HLA M& %,
A LA FE—4£E allo-HSCT 3357

3. X TR A O B R IR T A I 1R T R, AT AR
¥ 8 AR TN R B 84T allo-HSCT,

4. FEMR T8k JE VA 9T AE 4] B {8 5 B BCR-ABL 3 &
T3151 225 ) H &, 1 1k allo-HSCT,

(ERiIE

5. XF58 AR TR IR YF KB AE 2k IR A Tt 52 19 B A
B EHEE A TKL 6 A G R 3K15 £ Bk 2% I I
(MCyR) 3 , H12 A~ A 3543 MCyR D KK A= 77 19 7] R B 8
FEAG, R 2 f& allo-HSCT,

6. INE M S AT B .

MM AT W4 T TKI 3597 2 /4 3 584 I 2% %
(CHR) , HAERAR AT TKI (E25 = /0 2 Ji , N Rg#: 52 TKI R
i EFENR = RAZ BRI S A AT 254, #54K453 CHR J5
1% allo-HSCT,

Xt CML s A A H 5 ) A A 6 % 0 B 1oy i
LRI YT AN allo-HSCT BFHAS [ 75 ¥E 16 Y7 RE A 2R 18 410 1Y
BAFH A A TR B A A A 7

RS ENE B EICH (EBMT) B RXUK F143

MHEE oy 5y

e HLA 4 [Fl iy 0
ToxpEH 1

PRI I B 18443 0
T 1

S 2

BEER <20 % 0
20 ~40 ¥ 1

>40 % 2}

L3735 1 1 U i BYzE 1
HoAth 0

BHIHHL 212 AN 0
1

212 ~HE

(=) BEE BBy R

HLA Mi& RN CML & Ror B i it %, (1
W% HLA BoRORE B BE A 32 75, JE G (b S B B A Y 4 1
FH5 (GVHD) RAER G E TR, AR BRERMEGFEE SR
HapeE B T — 30, B A Bt R ™ . Bk, 4
R CML BEH BALIENUE , B %A 17 (4 i, o 7 2% pi
BEFE HLA MG I TRRBEH o X F AT T315T 2878 f 18 1
B X AR TKIIG YT SRS R AE 5K W SR i 32 ) 28 % =%
InER SN TE B HLA £ HAMREHE T, a7
RAIEBALEA N HLA EH S BN 2RSS B E SR,
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HefF HLA £ A& 6347 allo-HSCT,

TERSAE 7 RO HE b, Bl AL 3y 52 /2 B i e
I AR UE RO RS T 58, JE LIS T B 9 5 A R
AT R, TS O A 2 0 A kO R S T 1] 48
PE IS FEAT allo-HSCT, AJ B 5 b I 52 2 UK , HL25 90 A R IR
IREAR AR o X 0 A, O B Ak Oy
TR M TCRE W o fHL ph TR B Ak 3 7 5 B A B AL R
I KRR X AR A A, ZEAE S O A Py A BRI AR B — 2 AR
R8T B TR R 4 LA R ) 2 i

( =) allo-HSCT Jg Wi >+

PG VA L 975 L 9027 B 40 e € 0 A AR 4 B
FISH , 45 4% {4 % 8 3k 17 4 F i 1% % 43 Bt (RQ-PCR A5 Ul
BCR-ABL mRNA) ,

1. 355 CCyR: #Ef7E 1 (k) SMAE Il RQ-PCR i, 4
3AA KR 2 4 BlfER 6 AN A 1 K, 383 . R
2594y B, AT - DK BCR-ABL i 2 75 /7 76 R %,
KR AG I 25 Sk TKI 3697 5 @ L FH 88 30 1 30 s ALk
B 40 ( DLD) s @ T4 RIATT s ©F A1 T8 24 R
5 BN AT A TR 2

2. RGMREI I A5 1k SR M6 7 Ol , 7] 2% 8
Kl BCR-ABL 2 5 f7 AE 28 A8 , MR IR AN 245 SR b ik TKI
19T ; @DLL; @ T K IAIT; D)7 s @ R B AH , B AT &
W4T TKIRITFsLST , £ % CHR; ©@F & AH3E17 8 21
PR 4 207 T AT 251K

HHRETE CML B MG 3 1 H BE4ksL (i F TKI iG97
1 AR A R BB A % 1 it , B e o o7 i, BRI, X T
ZER R, T RIS R TR M TKIJRYT

AT CML Y7 R A=

7E CML f) TKI RS 7R, 8 281 allo-HSCT LASI Y B
BITER—TIRENERMIBITT T REL BN =Rk
B, e ESERER, T B E TR TR MM
75 % . (DTKI i 2y AT 52 HAGE A allo-HSCT (1) CML 18 443
B Q& T JER BT JCH N TKI IR YT A S ek R R
i TKI A8 P R 2%

& JTKI JR77 33 ] 1 4 5 24

Y EIAESE DR BRI B R U LB EERE
AT, TG # . BUA I PR Bk R, 55 ¢ CML
B AR A T 300 I i 5 A2 22 T 2 £ T34 i 56 R T 14 R
W, 2t E 3 IR P TKL 390 i) R M A R 3 4 KB 47 & BRAA 52

JEAE2 , ZRUE IR 4 R B K S B A H0E B, Al
10% R R 2™ B, CML #8278 TKI 47731 )4 51 2
3k CCyR 5 MMR # [ B dE iR . HFF 5 Je vl LAl i it -
SRR, JEAM ALY o FRFEIR A 40 M 75 25 W) B AT VR AE 9 3
WSVEF . Ar TR EK (HXE 4 F i 19 300) (A 5 i i IffL-
BRI TR o B BER 2 SCHREH Ay 45 301 4 U S8 1)
GeFE, BET, X T CML BE N ERABEEWNSRUT
El}w[SLﬂ] %

1. {E YR 32 CML 1o Fikiia4 &4 CML Jf
Ab i S a2 0 0 BB, RIS B R SRR, O S RO
i TKI A (=) fy7 o MW Fa T8 mm g, EnT: ©
# WBC < 100 x 10°/L 3 H. PLT < 500 x 10°/L, Al AFI457
@R W] il 4 7 TKI ¥ 35 IR A0 3 42 56 B B0l BERY
254 @4 WBC =100 x 10°/L F1( &) PLT =500 x 10°/L, %
AR A B AR R B % e W e , G AR S IR B I3 A
H @24 1 400 B AR S R 6 R b 4 ] o/ AR RO, T
AR ] PEARER AR 2 T T B ik ; @7 b ik I kAN 32 57 AL
A, @R IR TG 6 A A TR oo

2 R B RIRYT Pt B A IR AL 3 . BT, R T
Tk SR 107 3 IA] Lo P S8 R 5 1T LA B O L RSN AR 5 Sy Ak
D R Rl S R 46 1) R ¥ G B P A A B HE R . 2R 50
N, Lt AR T JE YA YT N A L 15k 2 0kt S FL o E
RIEIMEYRSG , B T B B A, AU 25 W) %) iR LI 1
7E KUK (AR AEGER AT 3 A H ) I 24 X B 538 50 119
AW, T XA BE FEFAE T, TR L.
7 BV b AR B 8 T2, 77 4 53 B AR O, 0
FEAEAESEARGERTERSRE) () TRR o« (&
&3 AJE) &R, BEM. A7 )E, mERIE T, R
B AR D8 ; @% 3 A H Lh L& 4k R S e
Ak AT O, 7 A7 %5 1 T )L & B O, — B R B AT U
) S S U R

3R DRI T A R A B A TR R . B R, K
FH ORI B R E R BERZ2EC[EE
Fr by Zihal . O— Aol T 5 o 8 S (E R R 32 22 o
ez (B R A R IR B T R JR S R T R A
W B AN T A R R I A ) R, WTE T 4R TKT 3R
ST RIVRAEHRE T QRIS YR AT, 55 & WU R 5 Je bk SR e 52
1) BREARRRA o

PR 1 2012 4F R s PRk 23 (ESMO 2012 ) Tk S R WA 1 90360 488 1 A 1 13 0L 488 A4 A0 280

B = EAFAARI,

i Bt = RiAIT W = A

1 = 4kt s S04 = ORI TR

giiiA Ph* 48 <95% , 5% BCR-ABL <10% Ph* 4/ffd >95% , 5% BCR-ABL >10%

6iixH Ph* 4iijifd <35% , 5 BCR-ABL <10% Ph* Zififi 36% ~65% Ph* 4/ >65% , 5% BCR-ABL >10%

1241H Ph* 4ififd 0, 5% BCR-ABL<1% Ph* 4iijfi =1% , 5% BCR-ABL >1%

(BRI B sk B B TR E B TEIUL 54 ML WA AL 2% 52 4 A MO 2

J3F 5 A HE 98 AR

“%

(e
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BRER 2 2012 AFERRIN 15 I % ( ELN 2009 ) HEFFH Th % JE 6 T AR AL B 1 00 0 e kAT v
Fisf ] IR WA R B
3H K F| CHR; % A ik 5] mCyR  3%%) CHR; %A i CyR(Ph*  %35%] CHR s
(Ph* I <65% ) YA >95% )
64-H LB PR (Ph* 4iMi < Kk B PCyR (Ph* 41 M1 > WAL CyR(Ph* 410 >95% ) A&
35%) 35% )
1248 353 CCyR iK% PCyR (Ph* 4l 1% ~  R3ik%| PCyR(Ph* 401 >35% ) FikE] MMR
35%)
18 41~ H 5% MMR AikF] MMR AikF| CCyR ANiE
FEAAIR ] pepifess o MMR it RE MMR; BA 28 (XD k2% CHR; %% COyR; RAERA (X #RAKET .
B RAREE A IR PR SR R R EURR ) ;CCA % /Ph* CCA/Ph-

1 : CHR : 58 2 MR 4 R ; mCyR VKR M £ S 5 POYR B84 A MU 527 55 CCyR - 52 4 AN M3 P55 K R s CyR 40 M A5 2 I 1

MMR : F B3 2 N 3 CCA « S EVEYe (1A e

S EHRmMIHEHIT R o BBl B R 2 BT 5B (R
SRIHT XSRIR ) 5 I WA K 2 5 2 5 R i 6 B B DL\ 22
B s B B B LB B 5 T ( BB ZE VLA ) 5 DI kA P
(RUGE) 5 205 B A7 A R A 0 B e ( (IR ) 5 4 A B R K 2 Y R
PR B (BRI ) 5 o 6 B 2 2 I b 3 M A 5 (A k 3 ) 5 M/
BEMBCFBETERN (D) ; BN B BE MR E B (£ A) 5 IR A 7
BRBE (EFR) 5 b I3 K 2% B 2 Bt MR 45— A R BE B ( F#K ) 3 %L
L ERBE(Fh BB TR A R BEBE (55 ) ;5 o 1l k2 i I 5 —
BRBE(ZE08) 5 R 7 BR R A B e (i JL S ) 5 9T 4 R 5 B
ARV 5 565 DU B K2 R I G S B (RO ) 5 1 7R AR IS e (A
) 5 9 8 A S — AR B AR 2 ) 5 95 = 7 2 B 7 A e
(WREAR) 5 LG B2 55 — BR Bt (A AKAE ) 5 4 o BB K 2 [l o I
I BT P B e (AR TR ) 5 R A2 A R 45— S B ( S )
IR BRI O R 55— B e (43t 00T ) 5 1L AR K 55 48 BE Bt (%
1)+ 50 DU B K2 A PRI B e R B ) 5 ™ 1 I A 2 W 4 —
ERBE (BUKAE) 5 FHRI A2 M SE S B% (3K 2% ) Wb EE R K24
TBRBE MR ) 5 o B A 2 R 585 — 5 e (240 5 ol [ S ok
7 R 5 B e () 5 e R A ) 1 B B R I 5 B
(S0 ) 5 frg e 2 S B e ( T )

2 % x
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