EEEZF2019F10 FE 3055 195

d0i:10.3969/j.issn.1003-6350.2019.19.031

ZL BRI H AR A 4 B A K B F 5240 1 8911 R Rz R i fR
xR ZERE RE TR
JAREFXFHREERMB S, & T 524000

UAZE]  FLIE R0 4t S P 0 2B R, LU Y (o Iiay T R maYT S ity r S 4i i
IR F o (HFUREE N A & R BRI R R SR 5 1 22 1 T B2 N R, AR R A ML G2 3
BT M LA S AT 3550 b 00 bR 11 52 R e A% BN RGBT DR SRR o DRI, AF R R A AR R AR T AL
W ik B, SIS FGFR PG T s 19 12 Wr 2516 5 V2 & Wil 95 5 K 890
Wi T1 . ARSOW FGFRIZEFLIRE H IR R R FHBIF ST kSR 45 T i

[k$gim]  FUNYE  RET AN AR K BT 32 8- 15 T 2Y s T A A K PRS2 (Al 7] s B a7 s I S o v

(FESES] R7379  [XEFRIREG] A [XEHS] 1003—6350(2019)19—2552—06

Research progression and clinical application of FGFR-1 in breast cancer. LIU Zhou—zhong, ZHANG Ying. Department of
Cancer Center, the Affiliated Hospital of Guangdong Medical University. Zhanjiang 524000, Guangdong, CHINA

[Abstract] Breast cancer is a major malignant tumor affecting the health of women all over the world. Its treat-
ment methods include radiotherapy, chemotherapy, endocrine therapy, targeted therapy, and immunotherapy. However,
the short-term recurrence and metastasis of breast cancer are important factors limiting the clinical efficacy and leading
poor prognosis. Imaging examinations and traditional serum markers are difficult to monitor tumor recurrence and metas-
tasis timely and effectively, which lead to delays in the clinical treatment decisions. Therefore, it is very important to de-
velop sensitive, accurate and non-invasive methods to monitor the efficacy. A number of studies have confirmed that the

detection of FGFR1 amplification has a great potential for early diagnosis, drug guidance, and recurrence monitoring of
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tumor. This article reviews the progression of clinical application of FGFR1 in breast cancer.
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[Abstract]

shown to provide cardiovascular benefits to type 2 diabetic patients in large clinical trials, including reduced heart failure

The new hypoglycemic drug sodium-glucose cotransporter 2 inhibitor (SGLT2 inhibitor) has been

rehospitalization rates, cardiovascular mortality, but the specific mechanism is still not very clear. This article will review

the recent literature to discuss the cardiovascular benefit mechanism of SGLT?2 inhibitors in patients with type 2 diabetes.
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