5545 B 3 1 W BB k¥ % R Vol.45  No.3
2024 4 3 A JOURNAL OF HEBEI MEDICAL UNIVERSITY Mar. 2024 + 303 -

- fhEERE

o FiE B FBXO022 #£ik5 HPV A1
Jos B 2R A 45 SR i AH G PR 2 B

ﬁ%ﬁ%9mﬁé%?iga}%aé 'azr%.a’ff/%f""\k;??—‘{g\
Gt i M AN R EEBE AR, WL M 061002)

[HE] B8 #%5E I8 R H F-box only protein 22(FBX022) %35 5 A F, 3k % % 8 (human papilloma virus,
HPV)FEI_I’FUIDJ%IEQH AR A2 R OCE . ik R BUE B H 108 i, # 4T HPV K5, If Xt H# 17 HPV &
R4 250, S i UL 48 I FBXO22 3 H #3815 B0 - Spearman BRI S22 M PEMN F6 bR B A0 54 1 . 38 F 21X & T /4%
fiE (receiver operating characteristic, ROC) il &k - 2 Wi zk ik, &R = M HPV & FBXO22 fHMEEIER N
91.67% .k f& ! HPV & FBXO22 BHMEEEF N 69. 44A,mfa& HPV 4 FBXO22 FAPEFR K& TALER HPV
H(P<C0.05), BEAE G 1 A3 VI, FBXO22 B M 38 R B Z 3 i (P <<0. 05) , B & 43 {0 A% B2 34 i, FBXO22
PH P 2 38 R B 2 18 /0 (P <<0. 05) . B EBIAMRE T HPV Y 5 FBXO22 & [ /K F 2 BIE M 6 (- =0. 859.,0.704,
P =0.005.0.009), Z>LFEE FlG K7 915 FBXO22 & A /K F 44 58 3 IF A1 ¢ (r =0. 884.,0.873, P =0. 002,0.003) ,
ROC £ 45 3 B8 FBXO22 & H A hrHPV DNA K (9 55: 5 BE M AUC 1AL 451 4 89.23 % F10.823, B 8. 7
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[Abstract] Objective To explore the correlation between the expression of F-box only
protein 22 (FBX022) and human papilloma virus (HPV) genotypes and pathological findings in
patients with cervical cancer. Methods A total of 108 patients with cervical cancer were selected
for HPV test, and HPV genotyping was performed. The expression of FBXO22 protein was
detected by immunohistochemistry, and correlation among indicators was evaluated by Spearman
rank correlation analysis. The receiver operating characteristic (ROC) curve was used to evaluate
the diagnostic performance. Results The positive expression rate of FBXO22 was 91.67% in
high-risk HPV patients and 69.44% in low-risk HPV patients. The positive expression rate of
FBXO22 in the high-risk HPV group was higher than that in the low-risk HPV group (P <<
0. 05). With an increase in the number of stages I to IV of squamous cell carcinoma, the positive
expression rate of FBXO22 also increased (P<C0.05). With the increase in the degree of
differentiation, the positive expression rate of FBXO22 decreased (P<C0.05). There was a

positive correlation between high-risk and low-risk HPV infection and FBXO22 protein levels
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r=10.859, 0.704, P=0.005, 0.009). The degree of differentiation and clinical stage were
positively correlated with FBXO22 protein levels (»=0.884, 0.873, P=0.002, 0.003). The
ROC curve analysis results showed that the specificity and the area under the ROC curve (AUC)
of FBXO22 protein combined with hrHPV DNA detection were 89. 23% and 0. 823%,

respectively, which were significantly higher than those detected by each indicator alone (P<C

0.001). Conclusion

The expression of FBXO22 in cervical cancer patients is closely related to

high-risk HPV infection, and also reflects the differentiation degree and clinical stage of cervical

cancer patients. The combined detection of FBXO22 and high-risk HPV is of great significance for

the early prevention and treatment of cervical cancer.
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in different pathological subtypes and clinical stages

Table 1 Expression of FBX0O22 protein in
different HPV genotypes BIED
% FBXO022 #ik  BHHER
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Table 3 Diagnostic performance of FBX022 protein and hrHPV DNA test
B bR HORE (V) RS Y0 AUC H 95%CI
FBX022 80.34 67.63 0.701 0.651~0.776
hrHPV DNA 100.00 53.26 0.763 0.687~0.816
FBX022+hrHPV DNA 100.00 89.63 0.823 0.731~0.863
Z 18 1.621
P 1A <<0.001




- 306 - WG BB K 2 2 it

FASHE H3M

— hrHPV DNA

0.9 - FBX022

’ - FBX022+hrHPV DNA
il I 1 L 1

0.0 0.2 0.4 0.6 0.8 1.0

15
1 FBX022 & B .hrHPV DNA K B E: & 5z B #& il 12 #7 i
ROC B £

Figure 1 ROC curves of FBX0O22 protein and hrHPV DNA

detected alone and in combination in the diagnosis
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