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Abstract: [ Objective | To evaluate the efficacy and safety of almonertinib for patients with EGFR-mutant non-
small cell lung cancer(NSCLC). [ Methods | The clinical data of 100 patients with EGFR-mutant advanced NSCLC
treated with almonertinib in Henan Cancer Hospital from April 2020 to April 2021 were analyzed retrospec-
tively. The progression free survival (PFS) and overall survival (OS) were analyzed by Kaplan—Meier survival
curve, and the prognostic factors were analyzed by Cox regression model. [Results] The objective response
rate (ORR) and median PFS of patients receiving first-line almonertinib treatment (n=45) were 71% and 16.7
months, respectively; while the median OS was not achieved. Among patients who received almonertinib after
progression on prior EGFR-TKI therapy(n=55), in T790M(+) patients(n=12) , the ORR was 50.0% , median
PFS was 11.9 months, and median OS was not reached;while in T790M (=) patients (n=35), the ORR was
25.6% , median PFS was 10.8 months, and median OS was still not reached. There was no significant differ-
ence in the efficacy between T790M(+) and T790M(-) groups. The main adverse reactions were elevated crea-
tine kinase(28%), erythra(12%), liver function damage(8%), skin pruritus(8%), leucopenia(7%), anemia
(6%), diarrhea(6%) and stomatitis(3%), the incidence of grade=3 adverse reactions was 2%(2 cases of hema-
tological toxicity). The multivariate Cox regression analysis revealed that elevated creatine kinase (HR=0.176,
P=0.001) was an independent predictive factor for longer median PFS. [Conclusion] Almonertinib shows a
good efficacy and safety in EGFR-mutant NSCLC patients with brain metastasis. For T790M (-) patients with
progression after previous EGFR-TKI, if they refuse chemotherapy or the curative effect of chemotherapy is
poor, almonertinib can considered as a treatment option. Elevated creatine kinase is a predictor of prolonged
PFES in patients treated with almonertinib.
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Table 1 Characteristics of all patients
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3 5] ] Fsf 3266 A6 M VR R I, ARG 7 1R F NGS 89 7 41.3% Yes 14(14%)
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221 e i e
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0.986) 2= S LG4 X, Line of almonertinib treatment
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‘%%‘ , E%lﬁﬁ*ﬁ |:':| ,33 {ﬁu ‘%j/é‘tlj P R , I}/%ﬁl\ 8 fﬁ[J T790M Notes : ECOG : Eastern Cooperative Oncology Group; PS:
performance status ; PCR : polymerase chain reaction; NGS:
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B, MAmERLRITHE XL (P= Figure 2 Kaplan-Meier analysis of progression free survival and overall

survival in patients treated with almonertinib after EGFR-TKI progressed
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Table 2 Univariate analysis and multivariate analysis for influencing factor of progression free survival

Factor Univariate analysis Multivariate analysis
HR 95%C1 P HR 95%C1 P

Therapeutic regimen (Combined vs Monotherapy ) 0.757 0.426~1.345 0.343 0.701 0.368~1.337 0.281
Therapy line (First-line vs Later-line ) 0.449 0.240~0.840 0.012 0.525 0.259~1.064 0.074
Age (<60 years old vs =60 years old) 0.992 0.559~1.762 0.978 0.559 0.227~1.376 0.206
Gender(Female vs Male) 0.655 0.361~1.188 0.163 0.939 0.351~2.514 0.900
ECOGPS(0~1 vs 2) 0.688 0.376~1.258 0.224 0.619 0.249~1.538 0.301
Metastasis number(<3 vs =3) 0.883 0.427~1.829 0.739 0.900 0.395~2.048 0.801
Brain metastasis(Yes vs No) 1.731 0.963~3.111 0.067 2.212 1.106~4.424 0.025
Liver metastasis(Yes vs No) 1.367 0.423~4.411 0.601 1.837 0.517~6.522 0.347
Smoking(No vs Yes) 0.704 0.358~1.387 0.311 0.877 0.303~2.538 0.808
Creatine kinase elevation(Yes vs No) 0.301 0.134~0.674 0.004 0.176 0.066~0.471 0.001
EGFR mutation(19Del vs 211.858R) 0.822 0.244~2.773 0.752 0.551 0.138~2.207 0.400
EGFR mutation (19Del vs Others ) 0.604 0.180~2.209 0.414 0.446 0.109~1.831 0.263
Concomitant mutation(Yes vs No) 1.509 0.815~2.793 0.190 1.077 0.533~2.174 0.837
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A :Patients receined almonertinib as first
line therapy

Figure 3 Kaplan-Meier analysis of mPFS between patients with brain
metastasis and without brain metastasis
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A ;Patients receined almonertinib as first
line therapy

Figure 4 Kaplan-Meier analysis of mPFS between patients with creatine
kinase elevation and without creatine kinasein elevation
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B :Patients receined almonertinib as
later line therapy
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later line therapy
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Table 3 Treatment related adverse event[n(%)]

Adverse event N Grade 1~2 Grade 3~4
Creatine kinase elevation 28 28(28%) 0
Erythra 12 12(12%) 0
Skin pruritus 8 8(8%) 0
AST elevation 8 8(8%) 0
ALT elevation 9 9(9%) 0
Leucopenia 7 7(7%) 0
Anemia 6 4(4%) 2
Stomatitis 3 3(3%) 0
Diarrhea 6 6(6%) 0

Notes : AST : aspartate aminotransfe rase; ALT :alanine aminotransfe rase
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