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Objective. 0e aim of this study was to investigate the expression level of soluble LOX-1 (sLOX-1) in the serum of non-small-cell
lung cancer (NSCLC) patients and its correlation with lipid metabolism. Methods. 99 inpatients with NSCLC and 81 healthy
controls were enrolled in this study. 0e levels of serum sLOX-1 were compared between the two groups, and the correlation of
sLOX-1 with clinicopathological characteristics, blood lipid indices, and carcinoembryonic antigen was analyzed. Results.
Compared with the healthy controls, sLOX-1, low-density lipoprotein, triglyceride, and carcinoembryonic antigen in the patients
with NSCLC were significantly higher (p< 0.05), while the expression level of high-density lipoprotein was lower (p< 0.05). 0e
expression level of sLOX-1 in the serum of patients with healthy controls was positively correlated with low-density lipoprotein
(r� 0.72, p< 0.05). 0e levels of sLOX-1 and low-density lipoprotein in the serum of patients with NSCLC were closely related to
the lymph node metastasis, distant metastasis, and TNM stage (p< 0.05). Compared with a single index, when the sLOX-1 was
combined with the CEA, its specificity increased significantly to 97.5% (AUC� 0.995, p< 0.01, 95% CI: 0.989–1.000). Conclusion.
sLOX-1 and low-density lipoprotein were overexpressed in the serum of patients with NSCLC, positively correlated, and closely
related to the TNM stage and metastasis. 0is result suggested that lipid metabolic disorders may promote the progression of
NSCLC through sLOX-1, which could be a potential serological marker with diagnostic value for NSCLC.

1. Introduction

0e incidence of lung cancer, the most common cancer, is
increasing. Lung cancer is a major public health problem
worldwide and is one of the main causes of cancer-related
deaths in the world [1, 2]. According to pathological clas-
sification, lung cancer can be divided into nonsmall
(NSCLC) and small-cell lung cancers, and NSCLC accounts
for approximately 86% [3]. 0e 5-year survival rate of pa-
tients with lung cancer is only about 15%, which is largely
because no specific clinical symptoms are observed in the
early stages of lung cancer. As such, most patients are in the
middle and late stages at the time of treatment [2, 3]. Low-
dose computed tomography (LDCT), a test method with a
lower radiation dose than conventional CT, is currently the

main means of early screening for lung cancer, but can lead
to a high false positive rate, excessive follow-up examina-
tions, invasive procedures, and patients’ own anxiety [4].
0erefore, finding sensitive and easily obtained tumor
markers that reflect the occurrence and development of
tumors is of great significance for the early diagnosis of
NSCLC.

0e metabolic reprogramming is a hallmark of cancer
[5]. One of the common phenotypes that tumors possess is
that cells can divide and proliferate rapidly and uncon-
trollably. 0us, tumors need a large supply of energy and
materials to meet their own growth and proliferation [5]. In
addition to relying on glucose and amino acid metabolic
pathways, highly proliferative cancer cells exhibit strong
lipid and cholesterol affinities, which are met by increasing
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the uptake of exogenous lipids and lipoproteins or over-
activating their endogenous synthesis (i.e., lipogenesis and
cholesterol synthesis) [5]. Besides, studies show that the
dysregulation of lipid metabolism plays a crucial role in the
process of membrane synthesis, energy production, and
signal transduction of cancer cells and participates in reg-
ulating various carcinogenic processes, including tumor cell
growth, migration, and metastasis formation [5, 6]. Many
lipid-related metabolic genes, including OLR-1 that encodes
lectin-like oxidized low-density lipoprotein receptor-1
(LOX-1), are overexpressed in different cancer cell lines [7].

LOX-1 belongs to the C-type lectin-like receptor family
[7]. In 1997, LOX-1 was first discovered in aortic endothelial
cells and was initially considered to be the main receptor for
oxidized low-density lipoprotein (oxLDL) in endothelial
cells [8]. 0e receptor is also expressed in monocytes,
macrophages, smooth muscle cells, platelets, and kidney,
lung, and neuronal tissues [9–11]. LOX-1 is a type II
transmembrane glycoprotein with a molecular weight of 50
kD and belongs to the C-type lectin family structurally and
to the E-type scavenger receptor family functionally [12].
0e LOX-1 consists of four domains: the N-terminal cy-
toplasmic, the transmembrane, the associated neck, and the
extracellular C-terminal lectin-like domains (CTLD)
[11, 12]. Among these domains, the CTLD with a highly
conserved structure is the key region for LOX-1 to recognize
multiple ligands and mediate internalization and phago-
cytosis, and the N-terminal glycosylation can regulate
protein folding in the endoplasmic reticulum, secretory
transport to the plasma membrane, and ligand recognition
[13]. 0e human LOX-1 has two forms, namely, membrane-
bound and soluble LOX-1. 0e membrane-bound LOX-1 is
highly expressed in the bone marrow, spinal cord, lung, and
placenta and moderately expressed in the skeletal muscle,
heart, artery, and ovary. 0e soluble LOX-1 exists in blood,
and its plasma concentration is related to the expression
level of the membrane-bound receptor [14]. LOX-1 can be
cleaved to form soluble LOX-1 (sLOX-1) in the proximal
extracellular region of the cell membrane, and the expression
level of LOX-1 can be reflected by the concentration of
sLOX-1 in circulation [15]. LOX-1 is highly expressed in
prostate, colorectal, gastric, pancreatic, and breast cancers
and other tumor tissues or cells, which are closely related to
tumor staging, invasion, and metastasis [16–20]. In 2015,
Jiang L et al. reported that the LOX-1 immunohistochemical
staining score combined with body mass index can predict
the poor prognosis of patients with NSCLC and squamous
cell carcinoma [21]. However, the level and the clinical
significance of sLOX-1 in the serum of patients with NSCLC
have not been reported. 0erefore, this study aims to in-
vestigate the expression level of serum sLOX-1 in patients
with NSCLC and its correlation with lipid metabolism and
explore the value of sLOX-1 in the diagnosis of NSCLC.

2. Subjects and Methods

2.1. Subjects. A total of 590 inpatients who were visiting as
outpatients had suspicion of lung cancer from the De-
partment of 0oracic and Cardiac Surgery, Respiratory and

Critical Care Medicine of the Affiliated Hospital 2 of
Nantong University from September 2018 to December
2020. According to the inclusion and exclusion criteria set in
this study, 99 patients with NSCLC were finally enrolled (43
males and 56 females; average age 62.87± 10.93 years). 0e
TNM stage of each carcinoma sample was determined in
accordance with the criteria of the WHO and the UICC
TNM staging system (8th edition) [22]. All patients met the
following eligible criteria: (1) all patients had a pathologically
confirmed diagnosis of NSCLC with no previous or coex-
isting cancer; (2) all enrolled patients did not receive any
surgical treatment or take drugs affecting lipid levels before
venous blood collection, such as taking hormones (meth-
ylprednisolone), lipid-lowering drugs (atorvastatin), hypo-
glycemic drugs (metformin and acarbose), antihypertensive
drugs (diuretics, β-blockers, and calcium ion antagonists),
antiepileptic drugs (phenytoin sodium), or other drugs
known to affect lipid metabolism; (3) patients with con-
comitant diseases that were associated with increasing serum
lipid levels (i.e., hyperlipidemia, coronary atherosclerotic
heart disease, cerebrovascular accident, liver disease) were
excluded; and (4) patients taking hormone replacement
therapy or any drug known to affect lipid metabolism were
excluded. At the same time, 81 healthy volunteers who
underwent physical examination (36 males and 45 females;
an average age of 60.00 (38.50–67.50) years) were included in
the control group. 0e inclusion criteria for the control
group were as follows: (1) negative LDCT examination; (2)
no clinical symptoms of lung cancer (such as cough, he-
moptysis, dyspnea, and weight loss); (3) no family history of
malignant tumors; (4) no major organ disease, such as heart,
liver, spleen, lung, and kidney; (5) no history of hyperlip-
idemia, coronary heart disease, cerebral infarction, hyper-
tension, diabetes mellitus, or other diseases; and (6) patients
who did not take hormones or any other drug known to
affect lipid metabolism. All samples were collected with the
approval of the Medical Ethics Committee of the Second
Affiliated Hospital of Nantong University and with the
informed consent of patients.

2.2. Measurement of the Lipid Metabolism Indices and the
Carcinoembryonic Antigen (CEA) Level. Fasting venous
blood was collected from the subjects on the first day when
they were admitted to the hospital for various examinations,
diagnosis, and treatment. 0e levels of triglyceride (TG),
total cholesterol (TC), high-density lipoprotein (HDL), low-
density lipoprotein (LDL), and CEA in serum were detected
using an automatic biochemical analyzer.0e normal ranges
of each index were as follows: TG, 0.2–2.0mmol/L; TC,
2.9–6.0mmol/L; HDL, 1.1–1.7mmol/L; LDL,
1.55–3.35mmol/L; and CEA, 0–10 ng/mL.

2.3. Determination of sLOX-1 in Serum. On the first day of
admission, 5mL of venous blood was drawn from patients
with NSCLC, placed in the coagulation tube, and centrifuged
at 3500 rpm for 5minutes. 0e supernatant from the co-
agulation tube was collected, placed in the RNase-free
centrifuge tube, and stored at −80°C for further testing. 0e
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samples from healthy people were the same as those from
patients with lung cancer. 0e serum sLOX-1 concentration
was determined using the human LOX-1 ELISA kit, which
adopts the sandwich ELISA principle. 0e serum was an-
alyzed in accordance with the manufacturer’s instructions
(Abcam, ab212161).

2.4. Statistical Analysis. All statistical analyses were per-
formed using IBM SPSS Statistics 25.0, and mapping was
performed using the GraphPad Prism 8.0 software. All the
data were tested for normal distribution. 0e data with
normal distribution were expressed as the mean± standard
deviation (‾χ ± s), whereas the data with nonnormal dis-
tribution were expressed as median (quartile range;M [QU-
QL]).0e T-test was used to compare two groups of samples,
and the analysis of variance was used to compare multiple
groups of samples. 0e Pearson test was used for correlation
analysis. 0e sLOX-1 diagnostic value and the CEA ex-
pression levels in serum for lung cancer were analyzed using
the ROC curve, and the area under the curve (AUC) was
compared using the Z test. p< 0.05 suggested a significant
difference.

3. Results

3.1. Baseline Characteristics of Patients with NSCLC and
Normal Controls. 0is study included 99 hospitalized pa-
tients with NSCLC, including 43 males and 56 females. 36
patients had a history of smoking. Among the patients with
NSCLC, 80 adenocarcinomas and 19 squamous carcinomas
were observed. In accordance with the TNM stage, 49 pa-
tients had stages I–II and 50 patients with stages III–IV
NSCLC, respectively, and 43 and 26 patients had lymph
node and distant metastases, respectively. In addition, 81
healthy volunteers who underwent physical examinations
were included in the same period. 0ere is no significant
difference in age, sex, and smoking history was observed
between patients with NSCLC and normal controls
(p> 0.05; Table 1).

3.2. Expression of sLOX-1, Lipid Metabolism, and CEA in
Serum of Two Groups. Compared with the healthy controls,
the expression levels of serum sLOX-1, LDL, TG, and CEA
in patients with NSCLC were significantly higher (p< 0.05;
Table 2), whereas the expression level of HDL in patients
with NSCLC was lower than that in normal controls
(p< 0.05; Table 2).

0e expression level of sLOX-1 in the serum of patients
with stages I–II and III–IV NSCLC was significantly higher
than that of healthy controls (p< 0.001), and the expression
level of sLOX-1 in the stage III–IV NSCLC group were
higher than the stage I–II NSCLC group (p< 0.001;
Figure 1(a)). In accordance with the trend of sLOX-1, the
LDL concentration in the serum of patients with stage III–IV
NSCLC was significantly higher than that of healthy controls
and patients with stage I–II NSCLC group (p< 0.01;
Figure 1(b)). In addition, the concentration of HDL in the
serum of patients with stage III–IV NSCLC was significantly

higher than that of healthy controls and patients with stage
I–II NSCLC (p< 0.01), whereas there was a significant
difference in serum HDL expression between stage I–II and
stage III–IV (p< 0.05; Figure 1(c)). From Figure 1(d), it can
be found that the concentration of TG in serum of patients
with stage I–II and stage III–IV was significantly higher than
that of healthy controls (p< 0.05).

3.3. Correlation among sLOX-1, Lipid Indexes, and CEA.
0e expression level of sLOX-1 in the serum of NSCLC was
positively correlated with LDL (r� 0.72, p< 0.001; Table 3
and Figure 2) but not with HDL, TG, TC, and CEA (p> 0.05;
Table 3).

3.4. Correlation among sLOX-1, LDL, andClinicopathological
Features. In this study, the serum sLOX-1 and LDL levels in
patients with NSCLC were closely related to lymph node
metastasis, distant metastasis, and TNM stage (p< 0.001;
Table 4) but not to sex, age, smoking history, and histological
type (p> 0.05; Table 4).

3.5. Diagnostic Efficacies of sLOX-1, CEA, and sLOX-1
Combined with CEA for NSCLC. ROC curves were used to
analyze the diagnostic efficacies of sLOX-1, CEA, and their
combined indices. It can be found from Table 5 and Figure 3
that for a single index, the diagnostic value of serum sLOX-1
(AUC: 0.990 and sensitivity and specificity of 96.0% and
95.1%, respectively) was significantly higher than that of
CEA (sensitivity and specificity of 82.8% and 72.8%, re-
spectively, and AUC: 0.854). When sLOX-1 was combined

Table 1: Baseline characteristics of total patients, NSCLC patients,
and healthy controls.

Variables NSCLC
patients

Healthy
controls

P
value

Gender
Male 43 36 0.891Female 56 45
Age(years)
<63 49 46 0.329≥63 50 35
Smoking history
Yes 36 29 0.937No 63 52
Histology
Squamous cell
carcinoma 19 – –
Adenocarcinoma 80 –
Lymph Node Metastasis
Yes 43 – –No 56 –
Distant Metastasis
Yes 26 – –No 73 –
TNM stage
I–II 49 – –III–IV 50 –
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Table 2: 0e expression levels of sLOX-1, blood lipid metabolism indexes, and CEA in the serum of two groups of patients.

Variables Normal range NSCLC patients Healthy controls P value
sLOX-1(pg/mL) - 2066.00 (1146.00–2565.00) 330.20 (162.50–451.30) <0.001
LDL (mmol/L) 1.55–3.35 2.72± 0.59 2.47± 0.51 <0.01
HDL (mmol/L) 1.1–1.7 1.27 (1.05–1.42) 1.38 (1.21–1.49) <0.001
TG (mmol/L) 0.2–2.0 1.37 (0.86–1.54) 1.12 (0.75–1.32) <0.05
TC (mmol/L) 2.9–6.0 4.31(3.83–4.76) 4.19 (3.83–5.76) 0.72
CEA (ng/mL) 0–10 3.33 (2.01–13.19) 1.10 (0.65–1.85) <0.01
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Figure 1: Expression levels of sLOX-1, LDL, HDL, and TG in serum of patients with NSCLC stage I–II and stage III–IV. ns: no
significance.∗∗p< 0.01. ∗∗∗p< 0.001.

Table 3: Correlation of serum sLOX-1 with blood lipid indexes and CEA.

Variables
sLOX-1

r p

LDL 0.72 <0.001
HDL 0.15 0.15
TG -0.10 0.35
TC -0.02 0.85
CEA 0.08 0.42

4 Canadian Respiratory Journal



r=0.72
p<0.001

1000 2000 3000 4000 5000 60000
sLOX-1(pg/mL)

0

1

2

3

4

5

LD
L(

m
m

ol
/L

)

Figure 2: Correlation of serum sLOX-1 with blood lipid LDL.

Table 4: Correlation between sLOX-1, LDL, and clinicopathological characteristics of NSCLC patients.

Variables
sLOX-1 (pg/mL)

p value
LDL (mmol/L)

p value
<1733.0 ≥1733.0 <2.715 ≥2.715

Gender
Male 20 23 >0.38 19 24 0.15Female 31 25 33 23
Age (years)
<63 26 23 0.76 26 23 0.92≥63 25 25 26 24
BMI
<23.3 31 25 0.38 33 23 0.15≥23.3 20 23 19 24
Smoking history
Yes 10 15 >0.18 9 16 0.06No 41 33 43 31
Histology
Squamous cell carcinoma 9 10 0.69 8 12 0.21Adenocarcinoma 42 38 44 35
Lymph node metastasis
Yes 12 31 <0.01 16 27 <0.01No 39 17 36 20
Distant Metastasis
Yes 12 14 <0.01 9 17 <0.05No 39 34 43 30
TNM stage
I–II 35 14 <0.01 32 17 <0.01III–IV 16 34 20 30

Table 5: 0e diagnostic value of sLOX-1 and CEA single index and combination for NSCLC.

Variables AUC p value 95% CI Sensitivity (%) Specificity (%)
sLOX-1 0.990 p< 0.01 0.981–0.999 96.0 95.1
CEA 0.854 p< 0.05 0.800–0.907 82.8 72.8
sLOX-1+CEA 0.995 p< 0.01 0.989–1.000 94.9 97.5
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with CEA, which was higher than the diagnostic value of
single sLOX-1 and CEA, and its specificity was 97.5%
(AUC� 0.995, p< 0.05, 95% CI: 0.989–1.00).

4. Discussion

With the rapid growth and aging of the global population,
cancer has become increasingly prominent as the leading
cause of death and the most common cancer [3]. In recent
years, the metabolic reprogramming has become a hallmark
of cancer. Among them, the dysregulation of lipid meta-
bolism plays an important role in the occurrence and the
development of tumors [5, 6]. 0is study aims to investigate
the expression level of the lipid receptor sLOX-1 in the
serum of patients with NSCLC, its correlation with blood
lipid metabolism, and its diagnostic value in NSCLC.

Previous studies have shown that LOX-1 is highly
expressed in gastric and prostate cancers and other tumor
tissues, thereby promoting the proliferation, migration, and
invasion of tumor cells and enhancing tumor angiogenesis
and lymph node metastasis [23–25]. In 2020, Japanese
scholars reported for the first time that the serum level of
sLOX-1 in patients with colorectal cancer is higher than that
in control patients, which is a marker of poor prognosis [26].
But reports on the relationship between LOX-1 and lung
cancer are lacking. Jiang L et al. reported for the first time in
2015 that the LOX-1 immunohistochemical staining score in
tumor tissues combined with BMI can predict poor prog-
nosis in patients with NSCLC and squamous cell carcinoma
[21]. In 2019, Wang et al. have reported that LOX-1 ex-
pression is promoted by the TGF-β-C/EBPδ-Slug pathway,
which enhances the ability of lung adenocarcinoma cells to
uptake oxLDL [27]. Our study is the first to find that the

expression level of LOX-1 in the serum of patients with
NSCLC is significantly increased and associated with the
distant metastasis of tumors, lymph node metastasis, and
TNM stage.0is indicates that sLOX-1 is helpful to judge the
progression of NSCLC. Compared with the healthy controls,
the level of sLOX-1 in stage I–II NSCLC group was sig-
nificantly increased (p< 0.001), which means that the high
expression of sLOX-1 has certain auxiliary value for the
diagnosis of NSCLC. Pucci et al. [20] found that LOX-1 and
its splice variant LOX-1Δ4 were highly expressed in breast
cancer, and their expression patterns could be specifically
regulated in different breast cancer phenotypes while af-
fecting the proliferation rate and apoptosis of breast cancer
cells, death induction, DNA repair process, and epigenetic
status of cancer cells. Zeya et al. [11] found that LOX-1
interacts with its ligands to induce the expression of in-
flammatory cytokines such as IL-1β and TNF-α. In addition,
studies have found that IL-1β promotes the invasion and
metastasis of lung cancer A549 cell line, thereby promoting
the progression and metastasis of cancer, and TNF-α could
promote the metastasis of lung cancer by inducing EMT
[28, 29]. Studies have shown that LOX-1 participates in the
cross presentation of antigens, exerts the targeted effect of
immune activation and antigen transmission, inhibits the
attack of the immune system, and promotes tumor pro-
gression [11]. Murdocca et al. [17] found that the down-
regulation of LOX-1 expression in colorectal cancer cell lines
strongly affected the presence of the volatile compound
butyrate, which resulted in a significant increase in histone
H4 acetylation. 0e change of acetylation pattern suggests
that LOX-1 may be involved in epigenetic regulation of
tumor suppressor gene transcription. 0is also explains that
the high expression of LOX-1 is closely related to the
progression of NSCLC. Further analysis has revealed that the
expression level of serum sLOX-1 in patients with NSCLC is
closely related to the lipid metabolism and significantly
positively correlated with the serum LDL level.

Our study has found that the expression levels of sLOX-1
and LDL in the serum of patients with NSCLC are signif-
icantly higher than those in healthy controls, whereas the
HDL expression level in the serum of patients with NSCLC is
significantly lower than that of normal controls. 0e serum
LOX-1 expression level is closely related to the LDL ex-
pression level. LDL and HDL, which are used to reflect the
level of lipid metabolism, are the most widely used labo-
ratory indicators in clinical practice. Increasing evidence
shows that disorders of lipid metabolism can promote the
growth and proliferation of gastric, breast, and prostate
cancers and other tumor cells, which is related to their
occurrence, development, treatment, and prognosis evalu-
ation [30–32]. Our study confirms a lipid metabolic disorder
in patients with NSCLC. Compared with the healthy con-
trols, patients with NSCLC has significantly higher serum
LDL level (p � 0.035) and significantly lower HDL level
(p � 0.003), which are abnormally correlated with the TNM
stage. LDL is the key lipoprotein carrier from cholesterol to
cancer cells [33], and sLOX-1 is a lipoprotein receptor. Both
of them play a certain role in promoting the abnormal lipid
metabolism of tumor cells, which can also indirectly explain
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Figure 3: 0e diagnostic value of sLOX-1 and CEA single index
and combination for NSCLC.
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the conclusion that sLOX-1 is positively correlated with the
level of LDL in this study. 0e level of oxidative stress in
patients with tumor is significantly elevated, and LDL is
easily oxidized to form oxLDL [7]. Studies have shown that
oxLDL can stimulate survival pathways by promoting the
epithelial-mesenchymal transition (EMT), inducing pro-
tective autophagic responses, activating inflammasomes,
and releasing growth factors, cytokines, and other proin-
flammatory markers. Moreover, oxLDL can induce muta-
tions, stimulate tumor cell proliferation, trigger metastasis,
and induce treatment resistance [34, 35].

Studies have found that the oxLDL/LOX-1 activates the
NF-κB signaling pathway through a variety of pathways,
regulates the transcription of a variety of genes, and induces
the increased expression of VEGF, MMP-2, and MMP-9,
thereby promoting tumor growth, migration, and invasion
through effective blood vessels [7, 23, 25, 35, 36]. Also, LOX-
1 can increase the intracellular ROS level, cause oxidative
DNA damage, and induce apoptosis by binding to oxLDL
bodies [7, 34, 35]. In addition, oxLDL/LOX-1 promotes the
invasion and the migration of cancer cells by inducing actin
skeleton remodeling andmigration by promoting EMT [25].
Many studies have shown that LOX-1 promotes the pro-
liferation, migration, and invasion of a variety of tumor cells
and promotes tumor angiogenesis and lymph node me-
tastasis [16–19]. By binding to its ligand, LOX-1 can activate
NOX/MAPKs/NF-κB or PI3K/Akt/GSK3β signaling path-
ways, regulate the expression of genes such as inflammation,
hypoxia, and oxidative stress, and then promote tumor
growth, migration, and invasion by effective new blood
vessels [7–9]. In addition, LOX-1 also participates in the
cross presentation of antigens, exerts the targeted effect of
immune activation and antigen transmission, inhibits the
attack of the immune system, and promotes the occurrence
and progression of tumors [37–39]. 0erefore, we infer that
LOX-1 can activate the cell signaling pathway in the body to
promote the malignant progression of NSCLC by binding to
its ligand. Our results suggest that the disorder of lipid
metabolism in the body may promote the occurrence and
development of NSCLC through sLOX-1, but the mecha-
nism that plays a role remains to be further explored.

In addition, our study showed that TG was highly
expressed in the serum of patients with NSCLC, which was
consistent with the findings of Ulmer et al. [40]. Previous
studies have found that high levels of TG increase the overall
risk of cancer by 20% [41]. Studies have found that in-
flammatory factors such as TNF-α and IL-1 can promote the
synthesis of triglycerides in hepatocytes, and inflammation
can reduce the clearance of TG-rich particles [42]. Different
metabolites produced in the process of the triglyceride/free
fatty acid cycle can act as signaling molecules, affect the
activities of various transcription factors, enzymes, or re-
ceptors, help regulate cell survival, proliferation, movement,
etc., and then play a certain role in tumor progression [43].
However, the specific mechanism is still unclear and needs
further research and exploration.

0e CEA, an acidic glycoprotein with the characteristic
determinant of human embryonic antigen, belongs to the
tumor-associated antigen and is also the earliest lung cancer-

related tumor marker [44]. Our study has found that the
diagnostic value of the serum sLOX-1 is significantly higher
than that of CEA in terms of a single index. Moreover, the
specificity of sLOX-1 is significantly increased when com-
bined with CEA, indicating that serum sLOX-1 can be used
as a new potential biomarker for the diagnosis of NSCLC.

5. Conclusion

In conclusion, sLOX-1 and LDL are significantly highly
expressed in the serum of patients with NSCLC and are
closely related to the lymph node metastasis, distant me-
tastasis, and TNM stage of NSCLC. 0e expression level of
sLOX-1 is positively correlated with LDL, which indicates
that lipid metabolic disorders may promote the progression
of NSCLC by affecting LDL through sLOX-1. sLOX-1 is
expected to be a potential serological marker with diagnostic
value for NSCLC.
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