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> REEMHENAEREMETA 13151 REZIEMHSEMAME (Ph+CML-CP with T315I
mutation) BLAJEA -
SR st mmmA HRER FAEIR
i FERE
Ph+ CML-CP, Open-label, multicenter,| (Median f/u: 14.9 months) Asciminib 40 mg PO
Previously Treated | phase 3 RCT. MMR at 24 weeks: 25.5% vs 13.2%. BID vs
with Two or More 223 pts with CML-CP (RD: 12.3%, p: 0.029)* Bosutinib 500 mg PO
TKls treated with 2 TKis. MMR at 96 weeks: 37.5% vs 15.8%* QD
(ASCEMBL trial, (Pts with bosutinib- CCyR at 24 weeks: 40.8% vs 24.2%*
NCT03106779) resistant BCR-ABL1 Grade > 3 AEs: 50.6% vs 60.5%
Ref: Blood. 2021 Nov | mutations of T315l or | Discontinuation due to AEs: 5.8% vs
25;138(21):2031- V299L were excluded) | 20.1%.
2041. [/C (2:1 ratio): asciminib
vs bosutinib.
Newly Diagnosed Open-label, multicenter,| (Median f/u: 16.3 months; 15.7 Asciminib 80 mg PO
Ph+ CML-CP phase 3 RCT. months) QD vs
(ASCAFIRST trial, 405 Pts with newly MMR at 48 weeks: 67.7% vs 49.0% investigator-selected
NCT04971226) diagnosed CML. (RD: 18.7%, p < 0.001)* TKI (imatinib 400 mg
Ref: N Engl J Med I/C (1:1 ratio): asciminib | MMR at 48 weeks in the second- PO QD or nilotinib 300
. 2024 Sep 12;391 vs investigator-selected | generation TKI stratum: 66.0% vs mg PO BID, or
(10):885-898. TKI (imatinib: 99 pts, 57.8%. dasatinib 100 mg PO
nilotinib: 49 pts, Median time to MMR: 24 weeks vs 36 | QD or bosutinib 400
dasatinib: 42 pts, weeks mg PO QD)
bosutinib: 11 pts) Grade > 3 AEs: 38.0% vs 44.4%
(imatinib) vs 54.9% (G2 TKI)
Discontinuation due to AEs: 4.5% vs
11.1% (imatinib) vs 9.8% (G2 TKI)
Ph+ CML-CP with the| Phase |, dose-finding (Median f/u: 2.07 years) Asciminib 200 mg PO
T3151 Mutation® study. % achieved BCR:ABL1IS <1% at 24 BID
(CABLO01X2101 trial, | P: 48 patients with CML-| weeks: 45.9% (Ponatinib treated:
NCT02081378) CP with a confirmed 27.3% vs no prior ponatinib: 53.3%)
Ref: Leukemia T315I mutation. % achieved MMR (BCR:ABL1IS <0.1%)
(ponatinib pretreated: | at 24 weeks: 42.2%.
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. 2024 Jul;38(7):1522-| 29 pts; 83.3% with > Grade 3/4 AEs: 60.4%
1533. prior 2 TKls) AEs leading to discontinuation: 10.4%
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ZEEE®/D - L asciminib ol fE% CMLIEM IR EE =BT - HHTTHERBEBENEIS -

2. ASCAFIRST @B E - CMLIEMEIRADE—REEA asciminib FAEAE - H 48 @2ZE MMR tEXREBEE SR B
FEEERE TKI ZHRA - BILZIER imatinib 280 L RBEE - MEZEMAE - EwIEH imatinib 28 E3E
imatinib =~ TKI 2 8##/tE - asciminib AR =&MU EARRELLAIRIE - BEREIERM B FEILR A EBAN
—¥AEH - IR asciminib £ CML-CP 5—#8E D  RERFLTEHBHBEEY -

3. ASCEMBL sHEBHHIREGPEZEA 1315 REREZE - EILTE CABLO01X2101 5B 2 AT - HGAZ #T I I ZRE
IEERFE MG R B - B RItIEFRFTERBIERE 200 g BID - AREEEEEZ A - E2RIBEHKAIE
Y18 BlEE R EN N EAME RYFR TR ¢ - @ T O T3151 /&R CML AP R EEY)EE - FEMTEBB 99% B A S
HREE R ECoo - MUFEIRFE 0 #%HI BCR-ABL &M - FELLEHEB ZEET - 73151 RE 2 CML RAZEZIX 42% 2 24
BMMREZRE - Z2MFAH EaBE T 2N EFARBEREEER 60% - B 10%BARBIERREE -
HIRMB MR lipase A R—ADEABRERRL - MO B2 MRIER - £AIESIB ponatinib WEE - B
asciminib ZaEREERE - BIHANMIMR -

>  AEs: adverse events; CML: chronic myeloid leukemia; CP: chronic phase; CCyR: complete cytological
response rate; ECqq: exposure to reach 90% of maximal effect; G2 TKI: tyrosine kinase inhibitor of 2™
generation; I/C: intervention/comparator; MMR: major molecular response rate; P: patients; Ph+:
Philadelphia chromosome positive; RD: relative difference; TKI: tyrosine kinases inhibitor. *: denotes for

statistically significance.
> a. T315] Mutation: T315] Mutation: Testing for T315] mutation utilized a qualitative p210 BCR:ABL1
mutation test on peripheral blood using Sanger Sequencing.
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ABL1 BIEEHDHIEESL ( Loss of ABL1 Autoinhibition due to BCR-ABL translocation ) :
IEEERT - ABL1 EHEBBRIHEIHS - H myristoylated N InZ EAEE P E
myristoyl & SIS - FEBENE - & ABLT BT AELIRE -

m# BCR-ABL ®&E BT - BIE myristoylated N InfIR&K 1S ABL TEL B ESHIFITNEE - M
FEEMNE(EEE - WAEBIEISEEREFAEEGG -

FUFENE BCR-ABL #1# ( Allosteric BCR-ABL Inhibition ) :

F M (allosteric) BCR-ABL I BItE 5 R4 ABL FHY myristoylated IxIIgE - E4
myristoyl ZASAIA S B EEBEINE - f BCR-ABL IREERNELAREE - EMAIGIIEREIZAAEREE
aflg% - asciminib B EEA FDA & Eh 2 E A4 BCR-ABL I - BEHDHI— AR B RERY
BCR-ABL E2 T315| & ATP A& MRE R - ARNREHRM ATP 32FRAFIE - myristoyl &5
IMZREYN : P465S ~ VA68F ~ 15021 -+ C464W B3 A337V TJEEE 2 asciminib ZHT 24 -

A Autoinhibition of ABL1 by Engagement B Loss of ABL1 C Allosteric Inhibition of BCR-ABL1
of Myristoyl-Binding Site Autoinhibition Due to Kinase Activity by Asciminib
BCR-ABL1 Translocation

) Myristoylated 0 1
N-terminal

\- %Asc'\mim’b

Inactive Active Active Active Inactive

Figure 1. Binding of the Myristoyl Site of the BCR-ABL1 Protein by Asciminib.

2R/
1. AERZEERA - 2ORMRAT—/ )\ RER/) I AR -

g

REMERSE - HEFE - BANRESEZELN ) EER A - i E"_:"iﬁ‘if('.h'f?ﬂ@{-{@?\ 2025

i)

=q1sten
B e




2. ICIREIBERER - BEK - K¥ - BISEY -

3. BaclR%E - SHMREIE MR 6 /NEATMR—E ; EH—REIE MR 12 /NEA T EAR
—H - FEBREIAMREREE - NMERERREERKRA -

4. MNABREREESS ~ OBEE MAZAERRE - SBSAMAVERED -

5. MEEREMEEY)  BEMGESSEEY ZBRA/ER -

6. JAEHBEBL MER - ARG ELN A EREIEE

26 - HEARRER - HMSE SR SoERl - BB - BE - IfE - IRE
BOIEN - EEPERE - IEERAE % ~ Kig » TREEE

7. WEHRZERBENTERI - EAELEEZEE - FENAHEN MR ABFEE
H—BARRNE AN TR 2SN -

8. WZEHRNEMIVTHIMERBRENTERN - RE—HFERN—BNIARRHI -

9. BIfFREMA 3 3L 4 ARBIRNZEAFRAFZERIZ AR RR AR -

10.BARERIIER : ZMIKETEL - BRERK Bs ARSI AE - MBR - BEVEMN ~ OIMESHARRE
N

References:

1. Réa D, Mauro MJ, Boquimpani C, et al. A phase 3, open-label, randomized study of asciminib, a STAMP
inhibitor, vs bosutinib in CML after 2 or more prior TKls. Blood. 2021;138(21):2031-2041.

2. Hochhaus A, Wang J, Kim DW, et al. Asciminib in Newly Diagnosed Chronic Myeloid Leukemia. N Engl J
Med. 2024;391(10):885-898.

3. Cortes JE, Sasaki K, Kim DW, et al. Asciminib monotherapy in patients with chronic-phase chronic
myeloid leukemia with the T315I mutation after =1 prior tyrosine kinase inhibitor: 2-year follow-up
results. Leukemia. 2024;38(7):1522-1533.

4. Combes FP, Li YF, Hoch M, Lorenzo S, Ho YY, Sy SKB. Exposure-efficacy analysis of asciminib in
Philadelphia chromosome-positive chronic myeloid leukemia in chronic phase. Clin Pharmacol Ther.
2022;112:1040-50.

5. Novartis Pharmaceuticals Corporation. SCEMBLIX (asciminib) Prescribing Information. East Hanover, NJ;
2025 (Revised 10/2025). Available at:
https://www.accessdata.fda.gov/drugsatfda_docs/label/2025/215358s010Ibl.pdf. Accessed 2025 10 26.

6. Hughes TP, Mauro MJ, Cortes JE, et al. Asciminib in Chronic Myeloid Leukemia after ABL Kinase Inhibitor
Failure. N Engl J Med. 2019;381(24):2315-2326.

AETEHSE  HERE  BREE S SR BRI R - JEBinfermation 2025

=q1sten
B e

g

i)



	臨床定位
	優勢
	 致吐性：低度 (10~30%的病人會有嘔吐副作用)
	 血液學方面副作用：淋巴球減少 (20~71%；3/4 級：3~4.2%)、白血球下降 (54%；3/4 級：5%)、血小板下降 (25~48%；3/4 級：12~24%)、嗜中性球減少 (43~46%；3/4 級：12~22%)、貧血 (24~44%；3/4 級：2.0~4.2%)
	 常見副作用 (≥20%) 包括：肌肉骨骼疼痛、皮疹、疲勞、上呼吸道感染、頭痛、腹痛和腹瀉。
	2. 皮膚方面副作用：皮疹(18~27%；3/4 級：0~0.6%)、搔癢 (13%)
	3. 全身性副作用：疲累 (18~31%；3/4 級：0.6~2.1%)、水腫 (10%；3/4 級：0~4.2%)
	4. 腸胃道方面副作用：噁心 (27%)、腹瀉 (13~21%；3/4 級：2.1%)、嘔吐 (12~19%；3/4 級：0.6~6%)、腹痛 (14~17%；3/4 級：0~8%)
	5. 心血管方面副作用：高血壓 (13%；3/4 級：8%)、出血 (15%；3/4 級：2.1%)
	6. 呼吸系統與胸腔方面副作用：咳嗽 (15%)
	7. 感染方面副作用：上呼吸道感染 (13~26%；3/4 級：0.6%)
	8. 代謝性副作用：血脂異常 (14%；3/4 級：1%)
	9. 神經系統副作用：頭痛 (14~21%；3/4 級：0.5~2.1%)
	 新診斷之或曾接受兩種以上的酪胺酸激酶抑制劑治療的慢性期費城染色體陽性之慢性骨髓性白血病 (Ph+CML-CP) 成人病人：每日兩次每次空腹一錠，或是每日一次每次空腹兩錠。
	 慢性期費城染色體陽性且帶有T315I突變之慢性骨髓性白血病 (Ph+CML-CP with T315I mutation) 成人病人：每日兩次每次空腹五錠。
	 此藥需空腹服用，需於餐前一小時以上或餐後兩小時以上服藥。服藥時須整顆吞服，勿將錠劑剝半、勿磨粉勿咀嚼或破壞原有劑型。
	 忘記服藥時的處理方式：
	● 若為每日服用一次，則於12小時內想起時，可補服用當日劑量；若超過則跳過該天劑量。
	● 若為每日服用兩次，則於6小時內想起時，可補服用當日劑量；若超過則跳過該次劑量。
	 腎功能不全調整：
	● 對於輕度至重度腎功能不全病人 (CLcr: 15~89 mL/min)：無須調整劑量。
	● 對於末期腎病變病人 (CLcr: <15 mL/min)：此類病人之藥物動力學尚未被研究。
	 肝功能不全調整：
	● 對於輕度 (T-bil低於正常上限值且AST大於正常上限值；T-bil為1倍至1.5倍正常上限值) 至重度 (T-bil大於三倍正常上限值與任何AST數值) 肝功能不全病人：無須調整劑量。
	 對不良反應的調整與處理：
	 對藥物交互作用之劑量調整：詳見下方<藥物交互作用>
	⮚ 常見副作用的發生比率與型態：
	 對胎兒的影響： 基於動物試驗與藥理機轉，本藥可能造成孕期胎兒死亡或致畸胎之可能。 對於具生育可能之女性，服藥期間至停藥後一週前均需做好避孕措施。
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