P9 AR 2k 2013 : 24 : 399-407

BHEHEEG R ES - EF R KR EA

2%

Bl X%

S EER B R PR A BT % NEG

wm B

BB G R T Bt mn T KRR RS RN AL > MR e e
7 M BCR-ABL @& A FH » ek bR ARG @ A4 R IEF EILZ B AR U - BEILTRAE
My o RN IR I A I o A HEAG R ARG T AR o BR FRER BRI ) ] 64 B R 2 R A R

Loy KR - 77 7T 2000 SFAL & B R
CERAMERE LR - R TER LR - R

£ o BEEE R ER R ER B R ] 2 RS

MG fdm BRI R A TARIF R B S

RABBEREET +rERGER - LT TR FNES » KRS TR ENHREL

T VALE @ Ak T o DI 0 A7 AR ST A e i T e By R SR AL

AL BT AT 6 R ey B

RE&EEE - 18 BEE4 [ % (Chronic myeloid leukemia)
Bz 88 (Philadelphia chromosome)
& Az B i BE D &% (Tyrosine kinase inhibitor)

¥ 2 fE (Molecular response)

fl[

Al

e 5 85 19 I (chronic myeloid leukemia)
RHIE T RN A MR Y 15% » A —H A4
A E PR - (L2 EF 192054 HEH
Minot 1 Isaacs il DL 5E 28 » AN £ ZL0Y 3% 5 F
WA PR T B R 2 T R 60 R 705% - 1f R $8 A
e E B R0 B R B R A Bk SO B 5258, - H Ry
FRHE o APRIR AR K2 B BRI I Fr A i B A
Ze %% > [A19604 » Nowell f1Hungerford B[] 2%
BUASR IR A % P — Rk g ta e gl -
1Bt 2 T b B Ik 4L B 8 (Philadelphia chromosome,
Ph chromosome) - ifij ¢ 1970 4% £ Rowley %
AN B BB G ERe 2 AR S8 0¥ B g iy
Abelson (ABL) proto-oncogene £ FI| 25 22 ¥ 4L {4

#8 19 breakpoint cluster region (BCR) %t K] i &
fi% + RIBCR-ABL i 5 Z:[X] - BCR-ABL il 5 A&
Ry [KIET 2 BEA R - g 3b&EH 7> 1 & 210kD -
190kD ~ 230kD Y% & (P210 » P190 » P230) -
1980 A4 Owen Witte FE2 5 iff 52 %8 5 BCR-ABL
Rl &y BE AT AR A IR TS AL B A BRI (tyrosine
kinase) - 3 B A B AR AV TERI 3L - MRy 1E
AR 7S B e e S ([ —) -

TERGPRIRRE JTTH - AP o0 Ry — (Bl B

1. 1&M:H] (Chronic phase) : MU B BEH
DARENIMBR Ry 3=+ AS a2 UG A8 -
B AEARES G » E: RS R MEAR - e
R A MR S Mg -

2. JJ3E HA (Accelerated phase) = ¥ B 4G 26
PE - BIANE SEY G IR BOESE S - R IR H I

WA pEE WAL 807 HMTZRE A B —R 1005 SHEESRE MR e B ik G



400 E R 3

ERBGCEINEE LT - Wi I SRR B A
wam - SEE IR BE - 2 (blast cell) LE#1
WD - R P A DA

3. = TEHA (Blast crisis) = I k#7544
AR 20% » A 30% L I - IR 2
A o AR AT DR BEIME RIERT - A0E S - ik
EAE - EEEKFREHEE SR - ke A
AITHIR B ZZ -

il A2 B 25 i 1) ) ) AT A8
B IM&REEERER

AR E T ILAC R DAL BRI » =
SR » 1902 4E B 4R DU B AR 16 9 » HER
HNTE < EEHIEE D - HEW AFEEIRENHR
A8 o 1950 %2 19704 A2 DA e I AR (L 2295 7%
BEY) T R EIEHE T 20 FEASER A RS AR A e
A+ Galton B Ailifs (L ER TG SEY 201 busulfan 55
& hydroxyurea /& FELEE - HERBERAE » H
RE AR e 1 I BRs S BB S » S35 S AR A7
RARKIZ40% /e 4 - fE19804F- K » Talpaz 5
A B ] 8 32 (Interferon) 5 5 52 — @ 2€0% » &
B R ME — BRI MRS A AP v DA B IR g
FHAREEY) - (HRELEFE 2N R
Yo {8 52 2> 7 JfE (Complete cytogenetic response,
CCyR, GE—) L2 A E » K#I2183% » 5
ARG R EETHEIRI60% » FLEH IRIEEG
BEEEY)FE - Rtk 32 00 _E hydroxyurea 5 /2
Ara-C /2 5 IRF IRV IR HEI R IR » (H T RFAR
BE - 5 - LR ~ R SEEIER - WIEREAL
WAFRRERSZ » AR EGAREhE -

FRE LA ERIERE T2 A e 8 1 1
KIS 3-4 4 (FHE RGBT R FKIS ) -
HEANHE ISR R RS — » SR
ARy 3-61E H - 1E8WEIL T 50 4-6 4 - {H
WAERDEHIE A A SRS (B k) -

1990 AKX » B 7 ML B R EE T8
I RS A A R AR
Ry FENRR TR —  AFIFEIEEEE]
70%° - {H T FLBA L AE 2 1 SR B R DUR %
TEHER ESERIZR - IR AN A BB W DAY 52
HEfotE -

gt B

Bl R A

AN 1A I B 5 o 2R il 2 A 1990 A AR
HA » $1% BCR-ABL it 5 DRI 2 R Bl i 4111 1 )
(tyrosine kinase inhibitor, TKI) Y # & » 28 —
IRk imatinib mesylate » FLEEY) B A —R1
TKI (fE—) -

Imatinib mesylate 7F 25 — HA & IR 28BS ik 5%
B o BRI RCR - IMEREH A -
I BR 3 RE Y oG R B ik gt e OIS S 80 1+ 40
P H BT - 18 2 %19 K BY G IR 3 B& IRIS

9 9q"
I;“\.I -f'f\-.
[ 22 [ 220
7N ‘ | Il.r'"\
| ,I | | | |I |
\/ || #s& | |
{ \ I'.\ | — II-"
I'I I|I :r:: IlI \ '>-<'.
) L | BCR-ABL
‘ | o BCR ‘ | L AR
ABL Ewi | || || | |
\ T | ] \ .II-'I
.I\_J_..l'l ..I,'I .
/%fﬁi}’%
I cRAsL
. wAeEG
Imatinib —— *
EACEE RBR MR

V

tm R s A o R

Qe A= RS

B— : 1. 89 ¥ @E2aY Abelson (ABL) proto-oncogene
1% %I 58 22 ¥4 22 & 88 Y breakpoint cluster region
BCRIZEAMERE MR EE - BIBCR-ABLREE
SERA  BCRABLAUSERTHEBRREER
M BCR-ABLAEEH - RETHEOARBEEZ
BCR-ABLRIGZEBDF &8 p210 » p190 » p230
F(MRRERp210) - BCR-ABLAIGEBE—
S G LHIR P aIER S ELBIES (tyrosine kinase) -
LWARERZ S EMEENMILASHVILEI D
X IhRIEM SR EMRNEEZIUREE © 2.
Imatinib 5 B8 & B4 3 B # I 2 BE & £ 5t ber-abl £
R EE AR E - RILH T =g
SR BIE - EIEEEEEREEE MR
% o



TR B R & R -6 Bk R BA 401

(International Randomized Study of Interferon and
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Advance of Chronic Myeloid Leukemia-Treatment
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Chronic myeloid leukemia is a hematopoietic stem cell disease, which is characterized by a reciprocal
translocation between chromosomes 9 and 22, resulting in the formation of the Philadelphia chromosome. The
product of this fusion gene, BCR-ABL, is associated with dereguled tyrosine kinase, and then proliferation of
leukemic cells. The introduction of tyrosine kinase inhibitor revolutionized the treatment of chronic myeloid leukemia
since 2000. The prognosis of patient has significant improvement compared with traditional treatment. The second
generation tyrosine kinase inhibitor further improved the treatment result. With incorporation of molecular method
such as polymerase chain reaction, monitoring of this disease also has important advance in recent years. High
sensitivity of this molecular method makes disease monitoring possible when the leukemic cell was in very low
level. When the disease has progression in molecular level, adjustment of treatment strategy can be done earlier to
improve outcome. (J Intern Med Taiwan 2013; 24: 399-407)





