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[ Abstract] Malignant melanoma is an extremely aggressive tumor that can be surgically treated in its early
stage. In advanced stages, the invasive and proliferative capabilities of melanoma cells continue to increase, and
traditional treatment methods such as radiotherapy, chemotherapy, and immunotherapy have limited efficacy,
resulting in poor patient prognosis. Due to the presence of mutations in multiple molecular pathways in malignant
melanoma, targeted therapy is now regarded as a more viable treatment option for patients with advanced malignant
melanoma, with most patients benefiting from it. However, the development of drug resistance to targeted therapy
has always been a serious challenge, as the emergence of resistance limits the efficacy. Therefore, it is necessary to
explore the mechanism and drug resistance of targeted therapy of malignant melanoma.
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JE ORR 4 45%. WG HIZGA9 AL 0S 223 A,
Vemurafenib 4 17.4 A "2 $ERKBET B~, BEE
4109 4 4 08 FH 35%, X HRLL R 29%.
1.2.2 Dabrafenib B&& Trametinib —J1 COMBI-v
R LA T Dabrafenib + Trametinib 5 Vemurafenib
AT R, BRE 2500 ORR O 64%, Vemurafenib
BZHETT N 51%" . COMBI-d iXK 48 T Dabra—
fenib + Trametinib &5 Dabrafenib 2 24 & J7 B4 JT
gl BEA 2G5 ORR N 69%, Dabrafenib Bl FH
2520 53% . PR HAN R S A AR A
W E G R ML, {H Dabrafenib 1 Trametinib
ARG 25 REAE K T 38 19 PFS 1 08,
1.2.3 Encorafenib Bt& Binimetinib &5 —F BR-
AF A58 F MEK 401 5 B BR 25 20 5, /I Enco—
rafenib+Binimetinib, FDA T 2018 4F4tifE T HLECA
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it 25 14 A% 36 25 BRURR AN B, TR E— 20 S 8 T AR
F7 AR, BELUBTT A ee R] %) 38 TROGE 45 B ) 3R T
Y7 S A H AR EZE L IL-6 A AN it
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