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Abstract: Objective To investigate the expression of matrix metalloproteinase-2 (MMP-2), chemokine
receptor 4 (CXCR4) and carnosine synthase 1 (CARNSI) in triple negative breast cancer (TNBC) tissues and
their relationship with lymph node metastasis. Methods Tissue samples of TNBC and paracancerous tissue
samples (2 cm away from the lesion) were collected from 90 female TNBC patients who underwent surgery in
this hospital from April 2022 to March 2024. The expression of MMP-2,CXCR4 and CARNSI in 90 cases of
TNBC tissues and paracancerous tissues were detected by immunohistochemistry. The relationship between
the expression of MMP-2,CXCR4 and CARNSI in TNBC tissues with lymph node metastasis was investiga-
ted. The clinical data of the patients were collected. The multivariate Logistic regression was used to analyze
the factors affecting lymph node metastasis in TNBC. Results Compared with paracancerous tissues,the posi-
tive expression rates of MMP-2 and CXCR4 in TNBC tissues were significantly increased (P <C0. 05), while
the positive expression rate of CARNSI1 was significantly decreased (P <C0. 05). Compared with TNBC pa-
tients without lymph node metastasis, the positive expression rates of MMP-2 and CXCR4 in cancer tissues
and the proportion of cancer thrombus in the vascular vessels in the TNBC patients with lymph node metasta-
sis all were increased (P <C0. 05), while the positive expression rate of CARNSI1 was decreased (P <C0. 05).

There were no statistically significant differences in the positive expression rates of MMP-2, CXCR4, and
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CARNSI in cancer tissues among TNBC patients with different ages, maximum tumor diameters, TNM sta-

ges,numbers of primary lesions,and histological grades (P >>0. 05). Compared with TNBC patients without

intravascular cancer thrombus, TNBC patients with intravascular cancer thrombus had higher positive expres-
sion rates of MMP-2 and CXCR4 in cancer tissues (P<C0. 05),while the positive expression rate of CARNSI
was decreased (P<C0. 05). Conclusion The positive expression rates of MMP-2 and CXCR4 in TNBC tissues

are increased, while the positive expression rate of CARNSI is decreased. The expression of the three is related

to lymph node metastasis.
Key words: triple negative breast cancer;
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2 HAMAG=—0.421,—0. 403, P <C0. 05); 27 OPG K-F 5 B-CTX #= OPN K F 2 i 48 % (r = — 0. 430,
—0.399,P<C0.05),5 P NP,OST -F 2 E48 % (r=0.387.,0. 414, P<C0. 05), Smad7.8-CTX,OPN K -F 4
%2 POP £ A8 E% A% (P<<0.05) ,0PG.PTNP,OST KF4 %2 POP L A4 A £ (P<<0.05), f
7% Smad7 B4 OPG % % POP # AUC %4 0. 894,81 2 X F Smad7.OPG #7# ¥ ¢ AUC(Z=3. 652.3.773,P<<
0.00D), 4it POP &4 fiF Smad7 K-FK&.0PG K-FEMK, = F KT L5 EHFTRMEWA X, L Smad7 Ko
OPG #% ¥ POP #1445 5 .
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Serum Smad7 and OPG levels in patients with primary osteoporosis and their clinical significance”
LIU Qin,DENG Wei
Department of General Medicine ,Second Affiliated Hospital of Chongqing
Medical University ,Chongqging 400072 ,China

Abstract: Objective To explore serum Smad homolog 7 (Smad7) and osteoprotegerin (OPG) levels in
the patients with primary osteoporosis (POP) and their clinical significance. Methods A total of 122 patients
with POP admitted and treated in this hospital from March 2023 to February 2024 were prospectively selected
as the POP group,and 131 healthy volunteers undergoing physical examinations without complicating POP in
the same period were set as the control group. Serum Smad7 and OPG levels were detected by enzyme-linked
immunosorbent assay (ELISA), and serum type [ procollagen amino-terminal propeptide (P I NP), os-
teopontin (OPN), B-Crosslaps (B-CTX) and osteocalcin (OST) were detected by electrochemiluminescence
immunoassay. Pearson correlation was used to analyze the correlation between serum Smad7 and OPG levels
with the bone metabolism indicators levels in POP patients. Multivariate Logistic regression was used to ana-
lyze the influencing factors of POP occurrence. The receiver operating characteristic (ROC) curve was drawn
to analyze the value of serum Smad7 and OPG alone and in combination (in parallel) in the diagnosis of POP.
Results Compared with the control group,the levels of Smad7,8-CTX and OPN in the POP group were sig-
nificantly increased (P <C0. 05),while the levels of OPG,P I NP and OST were significantly decreased (P <<
0.05). The Pearson correlation analysis results showed that serum Smad7 level in POP patients was positively
correlated with B-CTX and OPN levels (+=0.395,0. 426, P <(0. 05) ,and negatively correlated with P I NP
and OST levels (r=—0.421,—0.403,P<C0. 05) ;serum OPG level was negatively correlated with 3~-CTX and
OPN levels (= —0. 430, —0. 399, P<C0. 05), and positively correlated with P [ NP and OST levels (r =
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