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Abstract: Objective To investigate the association of serum levels of insulin-like growth factor-1 (IGF-
1),B7 homolog 4 protein (B7-H4) and microRNA-362 (miR-362) with the risk of ovarian malignancy algo-
rithm (ROMA) index and prognosis in patients with epithelial ovarian carcinoma (EOC). Methods A total of
140 patients with EOC admitted to the hospital from January 2022 to June 2023 were selected as the study
group. Additionally,70 patients with benign ovarian tumors admitted to the hospital during the same period
were selected as the disease control group,and 70 healthy women undergoing physical examinations in the
hospital were selected as the healthy control group. Serum IGF-1,B7-H4 and miR-362 levels and the ROMA
index were compared among the three groups. The correlation between serum IGF-1,B7-H4 and miR-362 lev-

els and the ROMA index in EOC patients was analyzed. Receiver operating characteristic (ROC) curve analy-
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sis was used to evaluate the diagnostic value of serum IGF-1,B7-H4 and miR-362 for EOC. The relationship
between serum IGF-1,B7-H4 and miR-362 levels and clinicopathological characteristics in EOC patients was
analyzed. The 1-year survival rate was compared among EOC patients with different serum IGF-1,B7-H4 and
miR-362 levels. Results

than those in the disease control group and the study group (P<C0. 05) ,and lower in the disease control group

Serum IGF-1 and B7-H4 levels were significantly lower in the healthy control group

than those in the study group (P <C0. 05). Conversely, serum miR-362 level was significantly higher in the
healthy control group than that in the disease control group and the study group (P <C0. 05) ,and higher in the
disease control group than that in the study group (P <C0.05). The ROMA index was significantly higher in
the study group than that in the disease control group (P <C0. 05). Serum IGF-1 and B7-H4 levels showed a
significant positive correlation with the ROMA index in EOC patients (P<C0. 05) ,while serum miR-362 level
showed a significant negative correlation (P<C0. 05). The areas under the curve (AUC) for serum IGF-1,B7-
H4 and miR-362 in diagnosing EOC were 0. 787,0. 762 and 0. 815 respectively. The AUC for the combination
of all three markers was 0. 927, which was significantly greater than the AUC of any single marker alone (P <<
0.05). Serum IGF-1 and B7-H4 levels were positively correlated with maximum tumor diameter, FIGO stage
and lymph node metastasis (P<C0. 05) ,but negatively correlated with tumor differentiation grade (P<C0. 05).
Conversely,serum miR-362 level was negatively correlated with maximum tumor diameter, FIGO stage and
lymph node metastasis (P <C0. 05),but positively correlated with tumor differentiation grade (P <C0. 05). In
the study group,3 patients were lost to follow-up over 1 year. The 1-year survival rate was 80. 29% (110/
137). The 1-year survival rate for patients with high serum IGF-1 expression was 74. 44 % (67/90) ,which was
significantly lower than the 91.49% (43/47) for patients with low expression (P<C0. 05). The 1-year survival
rate for patients with high serum B7-H4 expression was 75.26% (73/97) ,which was significantly lower than
the 92.50% (37/40) for patients with low expression (P<C(0.05). The 1-year survival rate for patients with
low serum miR-362 expression was 75.49% (77/102), which was significantly lower than the 94.29% (33/
35) for patients with high expression (P<C0. 05). Conclusion Serum IGF-1,B7-H4 and miR-362 levels dem-
onstrate significant correlations with the ROMA index, exhibit valuable diagnostic potential for EOC, are

closely associated with clinicopathological characteristics,and influence prognosis in EOC patients.
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XX EOC B RIFmiz Wi 8. 1B HLE 7 T LA
LA I - miR-362 3 [ i3 ) 7 X AE B & A i &
B R WAL B, B miR-362 £k IR, K AR
PR K A L & TR VR Y s miR-362 % 2 ik 2 Bl
T g R R Gk 8, A HE M A R Y A K R AT
B miR-362 1k T 1A £ 48 8 IR Wk LA 3354 -
C2B 3k T = . IERe fib I8 20 fig 338 5 P42 % , 42 o Jof o 2
PEGER R, ATFIE 455 B R . miR-362 5 EOC
JHgR e K42 (FIGO 20 A ik L 25 55 88 b B i 55 2
il RS B AE H A AH G PE L A L miR-362 4% % W
EOC i #L i e 33 18 L fig 4 I PR ITAS EOC g 31 33 Jie 1
WLt T

AN AR WG X EOC BEBE T 1 4 & B 1 E
IGF-1.B7-H4 m £k B EH M 1 F AR T LR
BH , miR-362 ILRBBEMN 1 FAEFRIN T REDS
H ¥, H Kaplan-Meier 4 7 i £k & 7~ , il % IGF-1.
B7-H4 & FRiEBH AR EfE &R RIR B 2,
miR-362 LRI B H WBEKEF ML R R ELERE
23R I IGF-1.B7-H4 . miR-362 /K F ik 5 EOC
BEWEA L. XA B TG KRR WG . A5
A Z A JE R PR D I 7 IGF-1,B7-H4 . miR-362
T EOC iy AH I AR HIBLEL, 4 5 A R IR A58, L3R
U Sy 4 T A B0 X A R 5T 4 SR A TG E .

i I Fr ik, EOC # # 1fLi 1GF-1, B7-H4, miR-
362 K5 ROMA $5 80405 . % EOC B R 4712 W
e, B 5 EOC &35 I PR BRI 25 U1 AH OC , X il J5
H—ERm,
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