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Abstract

Almonertinib is the first domestically developed third-generation epidermal growth factor receptor-
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tyrosine Kinase inhibitor (EGFR-TKI) in China. Both domestic and international guidelines recommend
almonertinib as a first-line treatment for EGFR-mutated advanced non-small cell lung cancer (NSCLC).
However, efficacy data on almonertinib in severe lung adenocarcinoma patients with a Performance
status (PS) score of 2~4 and EGFR-positive mutations remain limited. This case report describes a pa-
tient with advanced severe lung adenocarcinoma harboring an EGFR 19del mutation with co-muta-
tions in tumor suppressor genes TP53 and RB1, and a baseline PS score of 3. After 3 months of al-
monertinib treatment, the PS score improved to 1, target lesions shrunk by more than 95%, and no
grade 3 adverse events occurred, thereby creating an opportunity for subsequent combination ther-
apy. These findings suggest that almonertinib may offer rapid therapeutic efficacy in EGFR-mutated
severe lung adenocarcinoma patients with poor functional status and adverse prognostic factors such
as TP53/RB1 co-mutations, warranting further investigation.
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HFORE M 2 i BT S P 2B RS IRRE . IR B R (ER) VAT A O IS R S 5 BUR B R R B )
PS PF43 M 2~4 43 2 [A], {BAEShZASHURE ARG K6 a_E 34T SRR 7 APUMIRI G YT IS, AT DASRAG AR 17 3R 4 A
(BR) B PS VR 43 (135975 [ 1] o B i il 70 1 300 il A2 38 vh R 2B 23R 240 12%~18%, 30 R AE T3 ik 40%~60%
[2]. B B IGTT 7R 0 A SRR R IT R k5, @i 2 RHIMEMDT), il MR IT 7 %,
SEEL ek, FHRSRT MIAIT RN, B GE T EEE R E MU . A SCHOE 1 1R 3E e ok
e EE IR PS YRy, BRARMOR S, NEE S IMBILGEERIT NS, NRZOREISIT IR 2% .

2. wBIFEE

BFELNE, 745, kL A, INEAESR 10 RR7 B, B 1 H TG S R IR R M,
IR, T FRSR . MRl K. RTi21E. 10 KETREWCEENE, MEsha e, WERLrE. 4b
BE DU SRR INEE, HokIRbt . B B LR, ik, BEIR. RSHR M, KAMEIES, ETHRE.
LS9 52 10 ARAFE . T4 A5k s, oW sk, Tolities S sk o Ak Es: T: 36.9°C P: 88 {R/4) R:
28 {k/51 BP: 147/84 mmHg, SPO, 92%. k&b AMl SR, XU & e &, 4 FRiiF k.
ST, R K. IEECFER, TR, FRARA S, REAKAERAYE, XCRETEKM. 4B d: pH7.41.
PO, 8.80 kPa. PCO,5.81kPa. F4Hfiuit %1 6.98 x 10%/L. W& MERIZN A & 43 Eb 57.90%. M4 5 & 140 g/L
IR T2 338 x 10%/L . P45 2 i 0.014 ng/ml. B C i85 [ 36.1 mg/L. AFFThAEIE R . S PR (CEA)
824.66 ng/ml. Hi#s CT (4 L(A) Al B SO BHEER A, WK FIRES SR, WA, JuEZ) 10.0
cm x 5.4 cm, SRR R XU L2 R OKNANERISE T, BORZ 0.9 cm x 1.2 cm; XU
FEPEMR L 2 BRI IX WA MRS, moRE R 1.0 om, HERRFH T IamA: XUl fis /b &
Bl &S BRI R TR Sk CT RNWER . Bl ain D e 00 . CHERER. X
AEGRE: A BT O EYAE, REHRS, SRR EIEVE R . FEDIR IR EGFR £ 19 Ab -G
K57 (0. E746_AT7500el, ¢.2236_2250del, 57F=F % 18%), TP53 (p.C135F, ¢.404 G>T, 20.90%), RB1 (p.S634",
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¢.1901C>G, 15.20%). ZWr: 4 b fifirh Je AU s (TAN3M1a IV ) PS3 43, & il He i

1697 MDT 455558 B35 PS3 4y, TIEM ALy, fEXHE S FAIT IR -, 4 TREE e
110mg Hlk, &H—R. 2 {EEFHETZ. [USERWN R, 2 HEEERE CT (K 1(B))wAlit i
SCRERNS A, TR HROR WA R s JEOUNT 2 5 T B D XU e PR I A A AT B R ARG
FAFTTIX WAH R 4, BoRBEARZ) 1.0em, BT D TR s AR I o R0 1142 BA EAS
RRRF. 3 HGHEA CEA 77.67 ng/ml, PS V5 1 3. L8677 ROPEAL AEE 4 G2 f# (Partial Response, PR #%
RECIST 1.1 ¥r#E[3]). MDT iif: %F HESEAE TP53. RB1 58748, FRIRISEE S, RAm 2589 KK =,
PS WPor & I, CRAHZHAIIT M. 18RRI & BRI st b, BeAE534 M %E 0.65 g+ <41 500
mg I7, 3 IR, 6 A SER RYEFAIT . BEAAIT 2 AL 6 S E AR CT (K 1(C)-
1(D))7n AUt 25 7 33k — > . PR L St — DR AR B A il DX A Rk 4, e R R4 AN
1.0 cm 4i/NE 0.8 cm, IERFIHIA W R5R . 1097 2 IS 2 A CEA 6.10 ng/ml. PPl #iL kb 56 42 2%
fift(Complete Response, CR), AF# k5 7> 2 fi# (PR) .

A4 L B4 (<3 D4

(A) (B) ©) (D)

KI(A): JEITRTIOES CT P4 + $58); B(B): FUSLEJE IR 2 H(#k CT ~F43); KI(C): Bk
BRBLEXLAST 2 FII(HaEE CT 149 + H438); (D). BISEB BB & XZ54L)T 6 Ji (Mg i
CT V1 + M), 1 AMIAIINE . 2 WAL E . 3 NICIRALITE . 4 Jyseb IR GLii & -

Figure 1. Pre- and post-treatment chest CT comparison
1. JRTrRIERIER CT 3gtt
3. Wig
A B A b S AR i (TANSM 1a IV )2 Wi, 4146 PS 3 73, Joikid AL St sk, id&%
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AR BEA TRAECRRAYT, BUHAAAIEE. EI8M 2 B E /775 EGFR (19del) 4, 45T 58 —AMA
TR 1) 771 (Tyrosine Kinase Inhibitor, TKIBT3E & BN 2 Jl, mxm e thidgzf@, 3 HJG PS thidtis,
V&R 1 5%, FFé EORE M 12

FORE it B 2 A TR, MR S, R PIRESE(PS =2 4r), WA IFZ MO RIE, HIRIT
ZUAR, BT IR MR 2 (ORR) TN 15%~30%, AL A HA(OS) AL 1 4 [4]. PS ¥F4r N 2~4 43
(1) EGFR AL (141 S A it o 50 FLAth s I ZE T % iy th 61% [5] AEIRIRSEEerf, RT 802 . IR SES 34
W FLAHBRTESS, FHONIX /3 B VR BAR, R/ADE T 803 B CHIE[6] [7]. A 8 B3 & e ih
7 A PO SGERER AN PS V4, MR AR R R J ULV 2%, SR EFE R IREE T IR A ME S
Fo MR, AREFFONRIRGIRGE, FEARRA IR, 45100 E O TS s — PR, PSEE e
PEREEAEI S =8 EGFR-TKI, AMUFAR 72—, —AX T790M (Wil 25[8] [9], i Hik B A 5@z
IR L 3 LM 5 B 2 i 9[10]. HAER T35 4% TKI A 2 2 K A7 PFS (19.3 VS. 9.9 ™ A) [11]. B
pbz 4t BUSER: eI Al fgxd Z R E WA EGFR 88 B BT PTG E[12], IF HAEIS 7R Fhee TKI
FE AR 2 1 e ST 2 FE T A R 7] . 1 P9 AN e B HESER 25 B B E Ny EGFR S8 ] NSCLC
(1 —ZH2[13]-[15], AWl EF L 2 A FARIGEZE M, 3 MH G PS1F M 3 70FE % 1 4r, CEA
AKF RIS 90.6%, AT RN R MR o SEIL T s AR EE PRI A o 50— MR LRI H b
NGBS BIE T 26 1F o ST — M Il 22 sAS RE iR 52 4% G467 1) EGFR 9745 [ M4 1Y) 8005 fid e R84
By & B Je T DAME ARk

A 3 AT TP53. RB1 #1112 Kl (tumor suppressor gene, TSG)X{5E48, *f T EGFR Z&4F NSCLC
BE TG WM ZE[16]. B2 P BHEYT AR T DL HeEE v, (HME DALY s s s i, B TKI if 24 5 i
B PS VA E TR, 25 R AR IR YT L BEE VAT I AT LUE i 22 AL B ) PR B AL g £ e« AE 2T
2hiEtk, TRETHE A fa A BE. 8PS AENEAS2. ACROSS2. TOP %5157, fE EGFR 287% ) NSCLC f,
TSG HLRAFFEIE 92.9% [17], &5 Pl EGFR-TKI Mi24[18]. TSG AMU IR IE R AL E k. FHaui
PRT R 20 JE S %, IR TE TKIVRYT R ) R S s b 2 4k, IK3) EGFR JR MM iy 24 5 e 1)
A, HEEMNE, X TP53 5 RBL KARGARNS, bk 5 PR 4 o 28 ] 5 35050 Dy i 35 1 0 v o 5 1k
25% 1) £ 2 T i 1) /N 20 e ke (smal | cell lung cancer, SCLC)HE4K [ UK [19] - T A7 385 % EGFR 4k #ift:
S AR AN B B R I R R E R, 5 S E NI R 1A DNA #5165, b TKI 253697 s
W vE R B, FEAIC EGFR-TKI [T 25[20]-[23]. AFIE#F L MDT #1it, tURmMEITER G, e
BT, W INGE SRR, BRI 2. KA. 450, BEELMERRRAGRITE, B
M2 T 6 FMAIMBCA YT, HurtodE B4R Ry, S8 RREE Hidnit e agm, SaMe
14 48, W7 A RN, HERARRMZEHIERER, H TKI B257697 Rl Bk
IR AFIR AR [24] BRIL, AR T A S HOE G BRETRIT , T B4R VPG B 1 0 S R R o
Bt T 25 AR = BT S 2 I B, AT AT RE R ARV TR -

K2, EGFR Z7% BH M 1) SRR il e JR 8, BT 95 5 J B 249687 S5 B A XU A0 T IO IE = 2 E 48 g AN
578 43, FTT A0S AR A0 75 I 5 22 B N BRI T EAT VP AS o (R AR5 EGFR 2R 7% BH 4 1 B85 fii i s 265
BT AMEUREAEIRYT, B3 8 20007 Ja B W T IS BB Lk 52 & 52, B EKAEA, i
FKEERNRTT IR — MR LFEH.

A B
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