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Research progress of chemotherapy-related diarrhea induced by molecularly targeted anti-tumor drugs
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ABSTRACT Diarrhea caused by chemotherapy is called chemotherapy-related diarrhea (CRD). CRD can lead to reduced
treatment effectiveness and compliance, affect the long-term outcome of tumor patients, and can be life-threatening in severe cases.
In addition to conventional chemotherapy drugs, many molecularly targeted drugs are also associated with CRD, including small
molecule epidermal growth factor receptor (EGFR) inhibitors, anti-EGFR monoclonal antibodies, phosphoinositide 3-kinase
inhibitors, small molecule inhibitors of vascular endothelial growth factor receptor, BCR-ABLI and KIT inhibitors, human
epidermal growth factor receptor 2 target inhibitors, cyclin-dependent protein kinase inhibitors, antibody-drug conjugates and other
molecularly targeted drugs. The occurrence mechanism may be related to the intestinal mucosal injury or enteritis caused by
molecularly targeted drugs. The clinical manifestations are increased stool frequency and/or loose imposition, and patients are often
associated with excess hyperproduction and/or colic. The incidence of CRD varies with different drugs. Great importance should be
attached to collecting medical history and differential diagnosis, actively intervening and conducting dynamic evaluation,
strengthening patient education, and timely detecting and preventing the occurrence of intestinal toxicity.
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3.12 BTKIN#I5]

AR e BT JE FNEEAT B e & BTK A R 4
PRI, T BTK J2AR 2 B 28 L0 ek g v i 4 8 58 A
AN 0 R ZEARZ AR PR A . X 3 M2yt 36T T
B2 AR TR, LR B JE AT JE e T 2 Ak
U8 44 A P i s, A A B S AR B e AR B
7o FE—30 I 93 PR e v, fP A 25 J2 1) CRD A 36
H42% AL A% Wy B3 Kb T B (3R E 4 ) TS
3% [E FDA HEAERY b3k 24 5l d B B I8t 1 A A i 15 4%
AN R F AR A BRI R %

EF B 5 JE i ELEVATE-TN LI AR 56 2
R[5 5 JE BA 259697 41 1) CRD XU IS A —— T A5 2% 501l i
V5 1) & A %N 34.1%, 3 9% sk 0 - F TS 1) & A RN
0.6%"™,

3.13 PARP I

AT W IR A% B 2R & il (poly-ADP-ribose poly-
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