'
B2 ek 2020 4R 8 A B 49 % 8 Y *1E

ABRBEEEME EDA FERENHTUNIREAEX
Bk M@ KBE HARE HLE BIs

# E BM HITmFEA4EERED EDA R EREB IR EAEAMEEEEBTWENL, FiE ERSHEZTANY
FUMR IR 83, 5] B B 100 955 31 ZL AR BV 0 A8 2, ZL 98 S0 3 76 A [ B B B3 LM 3K AR 75, DNA 42 BOR i Omega ik [ 20
DNA $2 BUR R &, JH AccuCopy TM £ 8 B: PN #5 DUECR N 0 R HEAT LT 4E i He a1 EDA Jr Bedg DUER I, &6 R FLIRE R & R
PR EDA F B2 0 W& m T RIS (FLIRIE 39.8% ,FUIR LR 2. 0% ,P =0.000) . 7EV6YTHI G , LIRS & & SN i EDA
h B2 DA B AR A (VAT T 39.8% ,1BYT 5 18.4% ,P =0.001) . BT S 4,28 3] e £ 25 B A2 R B e 7%, VA 7 iR ) 2
EDA R Bx 22 #5 DL S8 A 5 e 1 58 R 6 A8 AU (Rl 1) 41. 0%, ARl 3] 20.3% , P =0.026) . BTGB, 15 EDA 25 DR
A W BEF Y S 1R A UG (R A 2 22 Sy 465 00 21 7 BB 57 1% TS 22, #Eﬁk*ﬁiﬂu@lﬁ 8.9% Tl J5 2, P =0.000;
R 2P DR B H 53.3% Tl )5 22, 28 DU AR B 1 B W BUS 47, P =0.004) . it Jlad A LK EDA Jr Bedg Il
BRI, Sy 2L M9 i B 12 Wy R IS W R A T — S TR R R AR .

XgwR IR ¥ OEDA i B BIHES

FESES R4 XEAFRIZAS A DOI 10.11969/]. issn. 1673-548X. 2020. 08. 022

Clinical Significance of Plasma Fibronectin EDA Fragment Copy Number in Patients with Breast Cancer. Li Yongtao,Liu Yuxiong ,Zhang
Chengguang ,et al. Department of Breast Surgery, Cancer Hospital affiliated to Xinjiang Medical University, Xinjiang 830011, China

Abstract Objective To investigate the significance of the changes of plasma fibronectin EDA copy number in breast cancer pa-
tients with metastasis. Methods Totally 98 patients with breast cancer and 100 patients with benign breast cancer were selected. Plasma
samples were collected from patients with breast cancer at different times. Omega genomic DNA extraction kit was used to extract genes,
and AccuCopy TM multiple gene copy number detection technique was used to detect the copy number of fibronectin EDA fragments.
Results Multiple copies of EDA fragments in plasma samples of breast cancer patients were significantly higher than those of benign pa-
tients ( breast cancer 39.8% , breast benign diseases 2.0% , P =0.000). There were significant changes in multiple copies of EDA frag-
ments in peripheral blood of breast cancer patients before and after treatment (39.8% before treatment and 18.4% after treatment). Dur-
ing the 5 — year follow — up, 28 breast cancer patients had recurrence or metastasis. Patients with multiple copies of EDA fragments detec-
ted before treatment had a higher risk of recurrence and metastasis ( detected 41.0% , not detected 20.3% ). During the follow — up, the
change of plasma EDA multi — copy status also reflected the prognosis of patients (57.1% of the patients who had never been detected had
a poor outcome, and only 8.9% of the patients had a poor outcome, pendant 0.014; 53.3% of the patients with persistent multi — copy
status had a poor outcome, and all the patients who changed from multiple copies to undetected patients had a good prognosis). Conclu-
sion It is convenient and dynamic to detect the copy number of EDA fragments in peripheral plasma. Through this study, the copy num-
ber of fibronectin EDA fragment is shown that it can be used as an index for auxiliary diagnosis and prognosis of breast cancer.
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