<434 - Journal of Practical Oncology Vol.38  No.5 2023 www.syzlzz.com
= e =
- TR R E -

2023 R CSCO B O ERFI B R KT R EEIGRTT
DEEHERN EHE SRS
Fhik

RERITKFHBIBER, LT AMEERUEAR—RBE, 7 LM 110042
@AEHESE : INF, E-mail : jianong@126.com

DOI:10.13267/j.cnki.syzlzz.2023.068

E . 2023 4E 4 H, TEIGEME2: ( Chinese Society of Clinical Oncology, CSCO ) ML FERERSKA T (hE
I PRIPIEE 225 (CSCO ) M MBS 248 e 2023 ) (TRIFK 2023 Wit rg ). iZdarafE (P EIGIRIES2: (CSCO ) MRATTHEE
L MAEFEERTTATE R 2021 ) MYFERE B e REHITE A . H5 M 095 B BRI AL AT TR LR IR , Ha RN, i
FBE NG A EE 5, BT BT L4505 IXUSS: DR 2% B8 A 5709 1 e S0 87 S A 24 1 30y AR M 3+
P RHA T A SO MAS #:ME (cancer therapy—related cardiovascular toxicity, CTR-CVT ) AYTIRE . 2Wr. 18)7 AP iGE, 1L
PREEDUIEIRT Y2 2 MITUEE BB UG . 2023 MFEFINA T TIN5 SEATE AT B IS = UEdE , iR SE AR T 5%,
B R IAN W] sl By “F48437 .

KEEIR « MR OB s T s REIRYT s T IR MR 2

Interpretation of updates of 2023 CSCO guidelines for oncology cardiology: chemotherapy and immunotherapy
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Abstract: In April 2023, Chinese Society of Clinical Oncology (CSCO) Expert Committee on Oncology Cardiology issued the 2023 CSCO
oncology cardiology guidelines which were updated and renamed for the first time on the basis of the 2021 CSCO oncology cardiology
guidelines for the prevention and treatment of cardiovascular toxicity. The guidelines have been updated from the previous focus on the
prevention and treatment of cardiovascular toxicity to oncology cardiology. The 2023 edition takes the whole—process management of cancer
patients as an important consideration, advocates appropriate prevention and surveillance programs for tumor patients with cardiovascular
disease risk factors or existing cardiovascular diseases, and enhances the prevention, diagnosis, treatment and management of cancer thera—
py-related cardiovascular toxicity (CTR-CVT) to guarantee the safety of anti—tumor therapy and improve prognosis. The 2023 edition of the
CSCO oncology cardiology guidelines incorporates more solid and cutting—edge evidence—based medical evidence, provides a reference for
clinical practice, and is an indispensable “pocket book” for clinicians.
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FELEMA) S B AR S i 2 25 30 sl = A= Bk ()
WA FU T REPE Y 2 Fl 25 8 1B 17 ).
BT 259 £ 38 1 2 e & 40 i 2
ZE P450 2D6 ( cytochrome P450 2D6, CYP2D6 ),
CYP3A4 Fl (5 ) P—gp MR ( dERIMAK ), kif
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T- 2 IR —1 (pmgrammed death ligand-1, PD-
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HWE . BY RIS AUEE R Wod i i QPR I e X A 285 1 88 40 R P 2 25 BT (cetuximab, CET) HSHTAYTA T ML
Fik KNG SW620 4 sy XTI IRLL . CET 4IAI/E 4 AL S CET 41, CET 4UMA S 100 pL ARFMRE (0.5, 1,
2. 418 mg/mL) iy CET MREFRIL, 224 BRI S CET 4UMA S 100 pL AR (0.5, 1. 2. 4 A1 8 mg/mL) ) CET
DL I 50 pg/ml 22 4 ALEER MO KT 3500, SHIRAIAMEAL B, BR413% 4 N EFL. Kig% 24, 48 1 72 h JG 2R H Cell Counting Kit-8
(CCK-8) AN Musss . W Western blot A6 4% 20 6 7 A= K IR 22 44 ( epidermal growth factor receptor, EGFR ). iRk
EGFR ( phosphorylated EGFR, p-EGFR). i B (protein kinase B, Akt), p—-Akt, & RH I (mammalian target of
rapamycin, mTOR ) Fl p-mTOR % EGFR 3 fif I+ N8R A AR IRNIEI . RS & 2 IR AN A A e e . ZLie = i
I ATP 48, Seahorse fit A CIgFAS A SRS 0 200 Jfd ) BB AE SR ( oxygen comsumpition rate, OCR ), ISR (extracellular
acidification rate, ECAR) FMRIIRIAL, R A4 IUEEREYIXT SW620 41 AT AE ] St e 8 K i a4, 72 h 19 1Cs,
H 62.59 pg/ml, ABFFER AR TIZ AR TR 50 pg/mL. 5 CET HHbEe, A4 JUBERYIBA CET 4078 24, 48 f1 72 h i
X AN FA AR E R0, HER R, ERRASERE X (3 P<0.01) ; F-f1Ri#%E EGFR. Akt Al mTOR 452
R ILZRIA I T8 (1 P<0.01), SRR L#, CET 274 AURSR Y & CET 41 000 4 bR ICR: | FLER7 & . ATP
g & ECAR BIFEAIE (¥ P<0.05 ). 5 CET 4l Hb4s, A4 LB YIS CET Al Mi A MR e . FLR = . ATP i Kk
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