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[ Abstract] Background and purpose: To date, it mainly depended on imaging examination for detection of
residual lesions, recurrence and distant metastasis, evaluation the sensitivity of radiotherapy and chemotherapy, and
prognosis in nasopharyngeal carcinoma (NPC). Thus, searching for new tumor markers for NPC early diagnosis and

individualized treatment is still merited. This study was aimed to investigate the expressions of serum macrophage
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inflammatory protein (MIP)-3a and cystatin A in patients with NPC before and after treatment, and to explore two
markers’ value in NPC diagnosis, clinicopathological characteristics and clinical outcome assessment. Methods:
The serum levels of MIP-3a and cystatin A in 140 primary NPC patients without distant metastasis before and after
treatment were detected by enzyme-linked immunosorbent assay (ELISA) and compared with those in 100 healthy
controls. Results: The sensitivity of MIP-3a and cystatin A were 92.1% and 42.1%, respectively; and the specificity
of MIP-3a and cystatin A were 86.0% and 85.0%, respectively. All 140 NPC patients had complete remission (CR) or
partial remission (PR). Serum levels of MIP-3a and cystatin A in pre-treatment patients with NPC were higher than
those in post-treatment patients and controls. Serum MIP-3a and cystatin A levels were associated with overall stage
of NPC, and MIP-3a was also associated with T classification of NPC. The serum MIP-3a level in NPC with CR after
treatment reduced to the level in control group, and that was still significantly higher in NPC with PR than in control
group. No significant difference was found in the serum cystatin A level between NPC with CR or PR after treatment
and control group. During 1-year follow-up, the post-treatment serum levels of MIP-3a and cystatin A were significantly
higher in patients with distant metastasis than in patients without distant metastasis and controls. There was found
statistically significant correlation between MIP-3a and cystatin A.Conclusion: MIP-30 may be a potential marker
of NPC serological diagnosis. The detection of serum MIP-3a and cystatin A may contribute to the NPC staging and
prediction of short-term clinical outcomes.
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Fig. 1 Serum MIP-3a and cystatin A levels in NPC patients

before and after treatment and healthy controls

Pre-TX: Pre-treatment; Post-TX: Post-treatment; Ctrl: Controls.
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Tab.1 Association of pre-treatment serum MIP-3a and cystatin A levels with clinicopathologic characteristics in NPC patients

MIP-3a (pg/mL) cystatin A (ng/mL)
Characteristics n Tis ) - Tty ; »
Age
<45 55 76.64+44.79 1.545 0.125 13.21£10.68 3.403 0.001
=45 85 94.03+87.54 20.55+14.83
Sex
Male 101 89.09+75.57 0.485 0.629 17.88+14.09 0.229 0.765
Female 39 82.31+70.66 17.10+13.14
Pathology (WHO)
Type 1 3
Type Il 20 67.87+27.24 2.309 0.023 17.06+14.43 0.133 0.894
Type 1l 117 89.91+79.49 17.50+13.60
T classification
T,-T, 63 67.71£37.02 3.108 0.002 16.23£13.09 1.117 0.266
T;-T, 77 103.15+91.32 18.84+14.31
N classification
N-N, 43 85.73+£69.77 0.156 0.876 16.78+11.94 0.505 0.614
N,-N; 97 87.85+76.21 18.06+14.57
Overall stage
[-1 19 60.86+41.32 2.583 0.013 11.97+8.06 2917 0.006
M-Va 121 91.34+77.25 18.56+14.30

Type [ : Keratinizing squamous cell carcinoma; Type II: Differentiated nonkeratinizing carcinoma; Type III: Undifferentiated nonkeratinizing

carcinoma.
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Fig. 3 Post-treatment serum MIP-30 and cystatin A levels in
NPC patients with complete remission and partial remission in
primary tumor, and in controls

PR: Partial remission; CR: Complete remission; Ctrl: Controls.
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PR: Partial remission; CR: Complete remission; Ctrl: Controls.
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Fig. 5 Post-treatment serum MIP-3a and cystatin A levels in
NPC patients with and without distant metastasis after 1-year
follow-up, and in controls

DM: Distant metastasis; nDM: Non-distant metastasis; Ctrl: Con-
trols.
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