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ABSTRACT Objective: To analyze the expressions of HIF-1a, VEGF and miR-200a in different pathological types of nasal polyps
and its correlation with recurrence. Methods: The data of 42 patients with nasal polyps were selected, and 15 of them had recurrence dur-
ing the follow-up period. The immunohistochemical SABC method was applied to detect expression levels of HIF-1a and VEGF in nasal
polyps and inferior turbinate tissues. The qRT-PCR technique was used to detect the microrRNA 200a quantity expression in nasal
polyps and inferior turbinate mucosa tissues. Compare the differences of expressions of HIF-1a, VEGF and miRNA-200a in different
pathological classifications and analyze the factors of recurrence of nasal polyps. Results: The miR-200a expression in nasal polyps was
significantly lower than in the inferior turbinate mucosa tissue (P<0.05). The HIF-1a and VEGF expressions in nasal polyps were signifi-
cantly higher than in inferior turbinate mucosa tissues (P<0.05). The miR-200a expression level in nasal polyposis tissues was obviously
lower than in tissues of single nasal polyps and multiple nasal polyps (P<0.05). The expressions of HIF-1a and VEGF in nasal polyposis
specimens were obviously higher than in tissues of single nasal polyps and multiple nasal polyps (P<0.05). The recurrence of nasal polyps
was closely related to the nasal polyps pathological classifications and expressions of HIF-1a and VEGF (P<0.05). Conclusion: Nasal
polyps hyperplasia had close relation with the local blood vessel formation. HIF-1a may control the VEGF and angiogenesis by homo-
geneously regulating the miR-200a expression.
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Table 1 Nasal polyps and inferior turbinate mucosa specimens of miR - 200 - a, the difference of HIF - 1 a VEGF expression

HIF-1a VEGF
Groups n miR-200a . Weakly o Strong ) Weakly o Strong
Negative Positive Negative Positive
positive Positive positive Positive
Nasal polyp 42 0.56x 0.082 0 3 27 12 0 6 22 14
The inferior turbinate
o 42 2.34% 0.28 5 32 5 0 3 27 10 2
organization
t/x? 17.33 43.06 27.56
P 0.00 0.00 0.00

2.2 AEFESEE SR miR-200a,HIF-1a VEGF RiZZH
R R R, B REAHZ miR-200a R34 5 ] R A%

THREBER ZKHBRHAL T miR-200a, 22 5651245

M (P<0.05); Bk G B IR N 22 K e 8, PRI 4 ] miR-200a 234 TCH

1325 5 (P>0.05),, £ B AR A< HIF-1o . VEGF 5501 5.5
FYEBEN., ZEBERNAL, LRELI2EE X (P<0.05)
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* 2 AEHEESEE S A miR-200a,HIF-1a, VEGF RiZZEH
Table 2 The difference of expressions of miR-200a, HIF-1a and VEGF in different pathological nasal polyps classifications

HIF-1a VEGF
Groups n Mir-200a ) Weakly B Strong ) Weakly . Strong
Negative Positive Negative Positive
positive Positive positive Positive
Single nasal polyps 13 0.76x 0.12 0 2 11 0 0 2 10 1
Multiple nasal polyps 18 0.82+ 0.19 0 1 14 3 0 3 11 4
Nasal polyposis 11 0.35+ 0.6 0 0 2 9 0 1 1 9
t/x? 6.49 23.53 27.17
P 0.00 0.00 0.00
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Table 3 The correlation of the pathological and clinical features with recurrence of nasal polyps

Recurrence group NO recurrence group T/x? P
n 15 27
Age 3536 12.73 34.13+ 13.25 0.89 0.34
male 10 19 2.34 0.28
Gender
female 5 8
Single nasal polyps 3 10 3.87 0.02
Pathological )
. ) Multiple nasal polyps 7 11
classification
Nasal polyposis 5 6
weakly positive 1 2 6.93 0.00
HIF-1a positive 6 19
Strong Positive 8 3
weakly positive 1 5 5.54 0.01
VEGF positive 5 16
Strong Positive 8 6
miR-20a 0.62+ 0.17 0.66x 0.13 1.42 0.12
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