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Abstract:

Tyrosine kinase receptor inhibitor as a molecularly targeted therapy for solid tumors
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Advances in solid tumor treatment have been enormous in the past decade, especially molecularly targeted therapy, for

aberrant molecules or biological pathways relating to tumor growth and development have been targeted specifically.

ecuiariv tarcete,

cuiarty targeted therapy agents show activity against specific tumor cells with little effect on normal vital organs or tissues,

2452 them a more tolerable therapeutic approach for patients than chemotherapeutic agents. Tyrosine kinase receptor inhibi-

¢ &= molecularly targeted therapeutic agents that inhibit signal transduction pathways. To date, a number of agents in this

c2i2207 Zave been approved for solid eancer treatment such as in lung, breast, and colon cancers. This review highlights the

snrrnved

“i= Of 5= approved ryrosine kinase receptor inhibitors for solid tumor therapy.
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tumor LLa:ﬁm‘nJ’i:ﬂaﬂ@ﬂg molecularly targeted therapy Lﬁla
ﬂﬁ%'ﬂ‘t:lﬂuﬂwﬁu laun epidermal growth factor receptor
{EGFR) family, Kit uaz vascular endothelial growth factor
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EGFR family
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gelUsfiu 4 vile 1dun human epidermal growth factor
receptor type 1 (HER1 w58 EGFR), HER2 (HER-2/neu,
c-erbB2), HER3 uaz HER4 A8 receptor u@azail ligand
oz wy epidermal growth factor (EGF) %38 tumor growth
factor-alpha (TGF-) d 15U EGFR (P receptor 11 EGFR
family ﬁLﬂ‘]ﬂNL'ﬁf}ﬂL‘ﬂTﬂiﬂﬂ #IM5U molecularly targeted
therapy LU solid tumor ‘ﬁﬂ"ﬁﬁn_g T EGFR waz HER2
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ﬁ'mﬁmﬁamfﬁmﬁaﬂﬂ’hpjﬂmﬁlﬂéﬁﬂsﬁu HER2 overexpres—
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984 stem cell factor (SCF) wazvnnulaacuiauls yrosine
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kinase domain ﬁ\i‘lfu mutation 724 EGFR gene FINATY A9
ansoflutlasernamseauausiaansane (predictive
factor) ﬂawjﬂmmﬁqﬂawﬁmmaa’lﬁLﬁmﬁa%’nmé’mm
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trastuzumab AUNYU HER2 receptor 2zy1719 HER2 receptor
i@ internalisation LLazéawaé’uéﬂami (A signal transduction
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4. Gastrointestinal stromal tumor (GIST)
GIST 114 soft tissue sarcoma 294 gastrointestinal tract
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147 51w #13 KIT-positive InagfthagndalilaTuen imatinib
1@ 400 Fadn3u vio 600 Fadndu dadu fihedlay
ee 400 Siaaniu ansolaznaeiniu 600 fadniu
glsmfluanniy wui wamseavauadlensin (overall
response) HDII0HAY 54 ﬂaﬁﬁgﬂmﬁgﬁwummzﬁ@'ﬂw Soeaz
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