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Abstract

Objective: To explore the correlation between serum D-dimer level and EGFR gene mutation in pa-
tients with non-squamous non-small cell lung cancer (NSCLC) and its clinical significance. Methods:
A total of 187 patients with locally advanced or metastatic non-squamous NSCLC were retrospec-
tively enrolled and divided into the mutation group (n = 113) and the wild-type group (n = 74) ac-
cording to EGFR status. The baseline D-dimer levels of the two groups were compared, the efficacy
of D-dimer in predicting EGFR mutation was analyzed by ROC curve, and the relationship between
D-dimer and progression-free survival (PFS) was evaluated by Kaplan-Meier method. Results: The
serum D-dimer level in the EGFR mutation group was significantly higher than that in the wild-type
group [(1.27 £ 0.86) pg/mL vs (0.83 + 0.61) pg/mL, P < 0.01]. ROC curve analysis showed that the
AUC of D-dimer for predicting EGFR mutation was 0.682 (P < 0.01), with the optimal cut-off value of
0.94 pg/mL. In the EGFR mutation group, the median PFS of patients with high D-dimer levels was
significantly shorter than that of patients with low D-dimer levels (9.4 months vs 13.7 months, P <
0.05). Conclusion: Serum D-dimer level is significantly correlated with EGFR gene mutation, which
has certain predictive value for EGFR mutation status and is a potential prognostic evaluation indi-
cator for patients with EGFR mutations.

Keywords

Non-Squamous Non-Small Cell Lung Cancer, D-Dimer, EGFR Gene Mutation, Predictive Value

Copyright © 2026 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0

1. 3]

JIs 8 B A b e P R SR SO SR AR AR S R N I JE A, b RN e (NSCLO) R R 1 HoAZ O
TRER 2K 1]. IR, £t A KPR T 32 AR (EGFR)JE K 5848 AL [ 254, U H 2 EGFR-BS & MR i i
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2.1. —RHER

SKFH B BRI ST VT, LRGN 2024 4F 12 A & 2026 4F 6 A WAIE 157 77 B2 24 B B 15 e R IR Y
A, e AR G O B Bz A A 1 SRR A /)N 2 B e ) S
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HEBRARME: 1) il o5 A7 P A8 o3 B BN B B 3R R JRPEIIR ;s 2) ARAT EGFR i DAl ar il msihs il 25
BAVE; 3) ABEH ARG IS D- ~RARSUGI &5 B 4) S IFH AR FRMBEMIR; 5) IRK A
I~MIA ¥, AFEESZE MR T Be M /MA: 6) TINFRFLRT =T HW, A bt
BRI 7) & IF e Rk I T RE 1 B BOIRAS .

w2, 3L 187 BIEB B EARENATI T . 3 EGFR 3EPLRAS, KT E 5% N EGFR R4 (n =
113)5 EGFR ¥ /E4(n = 74).

22. ARFE

PR S AR A SR A : 3B R e BT T R G, A4 W A0 G ST U A R SRR B RE . EGER JE RGN 45
R RARYT AT LI D- R AR

EGFR R : 32 FH AR 7 (NGS)BLd 1 PR RAL 740 5 & Wi ik =0 M (ARMS-PCR)F A, i
PR ZE 2. MK EL ctDNA AR ASEBEAT Rl o AS I ER A Bt 5256 28 B3R — 7 AU S8 i, T 5 i A
EGFR 2 [K 58745 52 SCHBFEAME T 19 525, L858R. T790M Z57E P U 1 5748 .

D- AR SR BE T IEFIKINL, SR 0IRBIMIKE, 8 U 5 G b b ik i &5 R &
BEATREIN . SRES = IR 2% H 4 0~0.50 ug/mL.

BT S5V BT B KA CSCO 8/ (2024) 32 hn il — 287697 [5]: EGFR BURRAE T —4&Af
A BT R S BiRYT; BPARMEE TREERME + SHNTIEG REBPUIERTT . FEWRA I
RTC i AR IA(PES).

23. G ERZE

AW5TiE FH SPSS 26.0 27 St A A FE . X T IR IES ARSI, DL x + s #HATHIE, #4H
ZE W) ¢ R s LA . R R R M n (%)MIER g, FAH IR 2 F oA g A 2 K50 5% Fisher
WaYIER 18 A2 E TAERHE M2, PP D- 5%, EGFR 28 R WA, FFit-sih 2 N fi L
S HAR R . 12 Kaplan-Meier 1345 & Log-rank K56, 5 AN R BA S 4 TC 30 g A= A7 A 22 S 3k AT LR e
AR IR SO, 4 PAEART 0.05 B, MAEZEREA G2 B R EE

3. £ R
3.1. BEELRr

TR 2L F S R ARSI RO St R I R 4 A S i 2 OB THT I LS, 22 RG24 2 (P> 0.05),
FUIFTH L R, FE T . PRNEE 2 1.

Table 1. Comparison of baseline data between EGFR mutation group and wild-type group of patients
# 1. EGFR REA SFFHHBE L L TRIELE

iz Bk m=187) EGFR R7F4(n = 113) EGFR B4 (n = 74) t)*H  PME
RS, x£5) 63.72 £ 8.41 64.18 + 8.63 62.97 £ 8.06 t=0.973  0.332
P 5N (%)] A=1246 0264
% 104 (55.61) 66 (58.41) 38 (51.35)
'S 83 (44.39) 47 (41.59) 36 (48.65)
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W S [n (%)) 72=0.887 0.346
f 92 (49.20) 59 (52.21) 33 (44.59)
& 95 (50.80) 54 (47.79) 41 (55.41)

IR 73 #An (%)) =1874 0392
1B A 43 (22.99) 28 (24.78) 15 (20.27)
IIC 51 (27.27) 33 (29.20) 18 (24.32)
v 1 93 (49.73) 52 (46.02) 41 (55.41)

3.2. D-ZBH7E EGFR REASHHENFIEER

XS PIZEL R N BRI B IMILIE D-— SRR KF#E4T EE L. EGFR KA B FH I D- R AMAK-T B2

M, ZRBEBAGIHEN(Z=-2.741,P=0.006). W% 2.

Table 2. Comparison of serum D-dimer levels between the two groups of patients

2. MEBEME D-—RBAKFELR

T EE

axil n D- AR (ug/mL, x + 5) VA P 1
EGFR %8754 113 1.27 £0.86
R -2.741 0.006
EGFR #7420 74 0.83 +0.61
3.3. D-—B{&% EGFR ZEZRITUNNME
S 52 3RE TAERHE(ROC) BT ZR VP4 17 D-— ZAR/K-FXF EGFR 2K 2R I Fldl Ripe . &5 R
TN ?Jﬁ{IﬂJ EGFR 2 [K A8 1 RIBE N 71.68%, Fi7 RN 62.16%. VLK 3 KK 1.
Table 3. Predictive value of D-dimer for EGFR gene mutation
2 3. D-—BA%} EGFR £ EZRIHITNMN &
izt AUC R P1H AR E (ng/mL) REE %) FFRE(%) BAEH
D-—EME 0682 0.041 0.001 0.94 71.68 62.16 0.338
L — ————
’? 0.6 Jj
=
- o
8 0.4 rlj
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1 - Specificity
Figure 1. ROC curve of serum D-dimer in predicting EGFR gene mutation
1. 3% D-ZEBAFuM EGFR £ [EZS35H ROC #iZk
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34.D- B ETENXE

fE EGFR R, D- AR PALEF AL PF RE K TRAKT4L, ZRAAGIHERN(A =
5.212,P=0.022). WL.F{ 2. f£ EGFR /LA, D-ZREMKTA S w48 4L PFS, ZRES
THER (= 0.754, P = 0.385).

Survival of chemotherapy combined with EGFR-TKIs
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Figure 2. Kaplan-Meier curves of progression-free survival (PFS) in patients with different D-dimer
levels in the EGFR mutation group
[& 2. EGFR REL B FA[E] D-Z B K B EH R it B E FHI(PFS) Kaplan-Meier f1%k

4. ¥Wig

AWFFRIL EGFR RAFHEHMEL D-RAKTFRE S THAEMH, HAZ 00 THLHIHIER AT
“EIBEIRA” . M2 EGFR 15 5@ Ml B xR iR 2K (Tissue Factor, TF)3ik, #1530
AR B I — 2T 18 GRS B . EGFR 228 (HIAM T 19 B2, L85SR) Al G EAZ S84k, L Nl 4%
WoUME Sk RS TF FER(F3 3L 5. @O PI3K/Akt-NF-«B ili#%: EGFR MR ILIE0E PI3K, 1% Akt
NIZTERR A R F NF-«B, Ja& B4 E TF BaIT 1 «B A7 S {2t 4 5% @ MAPK/ERK-Spl i #%:
EGFR 4151 ERK1/2 BfERALH 55 % 5 K 7 Spl () DNA 45435 E, Spl 55 TF B3 GC &4 & ok
Fik . FEREBTFCIESE, PCO (EGFR 19del %874F). H1975 (EGFR L858R/T790M X 58748 fifi i 40 i3 ) TF mRNA
FEAKTRERT A549 (EGFR BAER) M, H EGFR-TKI (W75 6% 8)n] N il TF ik 40%~60%. TF
VENAMNE VSRR 3h77), SEEMR T VIa 456 5 WGt M N, AR 474k 5 (1 R FE N AT R AT 4 B
H, a4 RGO PRSI AT e B 1, S ECLRFIENE B BE D- R AR TH=[6] [7]. Ukoh, EGFR %
ARIE R A WA IL-6 45 S80E I B IE e, idE—20 B TF 3RiK, TEOKEE L - AR 0E U «

TEMATIR RS, X F T R SE NSCLC &3, & MIHERE AT EGFR S0 LRI . 4R,
SRR B AR = &, HO S SRR e A, FEIXRMESL R, 4 B MG D-RARK T RET A,
I P 2 A2 AT DA SE AT {5 Oo ol 2% 58 35 ) 58 9 EGFR AR (1) i fis NFE, AT 2 e HE BB AR A (2 L 5 A7 JE 1A
R, ZERSWT SRR R, SRR ShEE R IT RIE 5. U IR TR B 4 BT BRI AR T KAk b IX
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D- R R N — R R R T, AR A BT SRR L

7E EGFR RAZ M filide b, RESETEALI) EGFR {55 ARSI R85, 38 R 55 55 2 Fh s U
TET TR 24 R i WW%%HI%%%%EH%TMRW%@EM,@%%F?%&ﬁm?%%é
(8] WS MR T AR SOE a1 TGF-B S5 K 7, BB 40 E K5 5 B - Mk
(EMT), MIfiHGs@E 22 VAN 25069 A AT TTHRH, & D- AR MK /MRS, 5 Sre
F IR 55 AR Z R B 2 BRI & A A ¢, XA /2 EGFR-TKI 345 PR 245 (L 2 —[10]. i,
i D- R B R AR N AEAE— A% TKIIETT AU 55 B AR 28 1 1 e 0 v B (R ) 4 bm i TiT7E
EGFR B7AE RSB, LR 1 ik i mT R B 22 At 1 JH At 50X 20 ik DR B e s 1R SR ML 1), L5 8 i R e O A
A FEFE A REAR B EGFR 2878 T fihgs %

K FAFAEL TR OB R IR BN AR, FrEEEme, Bt 0osm 7 54 m m)

D-RAEKY, RS MG HAER YT AR P 1A &L 597 R0 A oM . ABFA FEO0E D-— Rk
EGFR RAEMIR R, RIINILARLTTRER S MRS 1R R R AT Z R R 517 .

g FRR, ABFFUIESE [ E RS NSCLC &3, [Mif D- R A4/KF5 EGFR 3 RADRZE % V)AH
5%, FHX EGFR RAFEBH TG BA WM E. D-RIEEEBN— R ERHBI AR ED,
F1-T EGFR S KBS A0 A0 T vk, ELYE SR URA PRITESL T, A B TGRSk R4k .

B

BT FCIRAFTE T BB B b BE B AR PR Gy et vl ibvE S 2026-02-CO11, HE HRF I RE .
EemB

G E SR TERIIE (95 2024YXNS062).

SE 3k

[1] RE, BRESC, FER, 55 M RIS B s S ARG RARHAE 1) LU [0]. SR BE 32 2R &, 2023, 39(5): 564-571.

[2] MHiae, FE, XM, 5. 5T CiteSpace I S G 7 0 SR RTRRAL A AT (0], g B ¥6 1 98, 2023, 50(1):
43-51.

[3] S, MK SNEIMA4EE AR, D-ZRESMilE EGFR-TKIs J7 2RI HER L[], H BT FREE %, 2023,
32(11): 1218-1223.

[4] W EISPR MR = AR N Ml & R 2 51 &, JEAE. EGFR20 4h % 73 N 2828 /Nl e it Y Ak 1297 v
%%ﬁﬂamy@[]*l%ﬁfuzms%@3%3w

[51 FFRAR, AEMERE. 2023 45 CSCO F5md ST AFse: TVIHERS)IE D B A N u Bt 1297 ], SEF Mg e &, 2023,
38(5): 421-426.

[6] XKE, WRFE, . MIRFI A Aok 2R A 7R U 0 D7 5t e i JE (D], BR 2 A Be S IR IR, 2024, 35(10):
44-47.

[7] ®4IR. D- R, HER AT IERE RS, 1B RS -1 BB i Th B8 6 A VPfil e B 0 A o 28 Tl
JEMAMEL]. J1REE2E, 2024, 30(18): 24-28.

[8] A, 4875, WMED, 55 EGFR ARG HIHE N fu i I A 5% 5 EGFR-TKI F Ik R [J]. T AR IE 2%, 2023,
44(4): 408-412.

[91 #AENN. LINC00969 1##% NLRP3 /-5 4l i fE - {2 3k /il EGFR-TKIs i ZGATL I 5[ C)//2024 H [ g A7 &40
%*ﬁ ¥ CACA FE& MRS gz U MR b EWHE ER T Iz B b E R b S A #Hr K
2. R PEPUE SRR E T TR R4S, 2024: 226-227.

[10] ARMRHE, ok, TR, 2. mpilde/ Nl B A E AR, D “RIK S E A K T 52 - 1% o R I a3 1)
FT RS R[], FAEHERE, 2021, 19(18): 1888-1891.

DOI: 10.12677/hjbm.2026.163053 513 A=


https://doi.org/10.12677/hjbm.2026.163053

	非鳞非小细胞肺癌患者血清D-二聚体水平与EGFR基因突变关系探讨
	摘  要
	关键词
	Correlation between Serum D-Dimer Level and EGFR Gene Mutation in Patients with Non-Squamous Non-Small Cell Lung Cancer
	Abstract
	Keywords
	1. 引言
	2. 资料与方法
	2.1. 一般资料
	2.2. 研究方法
	2.3. 统计学方法

	3. 结果
	3.1. 患者基线特征
	3.2. D-二聚体在EGFR突变组与野生组的表达差异
	3.3. D-二聚体对EGFR突变的预测价值
	3.4. D-二聚体与预后的关系

	4. 讨论
	声  明
	基金项目
	参考文献

