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[ 20 91.80(76.68,214. 53) 7.20(4.50,9.78)
U 306. 5 297
P 0.548 0. 441

2.3 Spearman YT SME I VEGF #l HE4
(r=20.530, P<C0. 001), TrxR il HE4 (r =0. 581,
P<0.001),TrxR 1 VEGF (r=0. 566, P<C0. 001) /K
R IEARG,

2.4 ROC hZsrtr  #RE I HE4, VEGF #il TrxR
TKF- B K 366 G A DU FH T DX 43 B9 5 98 B S R PE
R ROC WK 1, ZWi M EH W3 3. TrxR 2 W

RBEIE T HE4 F1 VEGF, 3 T 412 Wi Jo B WA 3,
SR I HE4, VEGF Fl TrxR /K80 & 56446 0
T DX 43 O S AR R R 2 ) ROC 4 WLIE 2,12
MELF 4. TrxR 2 Wi &4 A6 8 T H A W 51, VEGF
T TrxR B A 12 W 0 o o B B i, 3 TEK & G B 2
.

®3 HEGRATROMEBMPERERENISETREE(Y)

LoRUEER 7N T (E AUC R TR W B [ER S TRIIKIED SRS TRIIR(ED
HE4 148. 85 pmol/L 0.725 53.7 95.0 71.3 93.6 60. 3
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