E AR I E ¥ 4% 2015 4 3 A% 36 %% 6 3] Int J Lab Med,March 2015, Vol. 36,No. 6 e 723
- it =
o = . /= ==\ *
PEZLIREESE VEGF-C RiIZEIRKEX KX ER Meta 717
FeFF 8 B.F ARG X,k AP R, AL
(RAKFFHEREEA, 3K X 430071)
B OE.BM A4FHEAAAARBAZTLREAAAKE T C(VEGFOAXSBEAETLH AL, HiE AL

kP E AR A XK E(CNKD A4 E 5 STk 4038 & (CBM) | % SCRHE0 7 & 3038 B (VIP) 77 4 38 B 5F 4 vk Sk 38 0
8k R E AT R A A K VEGF-C Ak 5B R R GRE s RATR ., ok FRIGMEEE 2014 56 A, mANHR
AR IR R LK SF IR AN R G, £ A RevManb. 2 S #h 47 Meta 547, SR 28N 15 Al s BAF L, H3 975 A%
%, Meta 5 # % R 2+ VEGF-C £ EA L s A [OR=28.16,95%CI(5. 77,11.50) | SUM B H e &S mita s mika
[LOR=5.19,95%CI(3.63,7. 4D J& s A& | ~ 1 M5 s A& M ~ IV HLLLOR=0. 35,956 CI(0. 21,0. 59) J#4 & & 2 4 A it F &
SUs e 0~<50 # A K FRE T 50 #2069 VEGF-C 2L £ F L4t 3 ZXL[OR=1.02,95%CI(0.68,1.53)],# 7 VEGF-C #
RELEEFHANRAK, i BAEHEIEY VEGF-C THA LB A S LS F L A LR G, F TR AF AL
MREREHELZHE.

KEW B E; wFALXAERET C; Meta 547

DOI:10. 3969/j. issn. 1673-4130. 2015. 06. 002 X EkARIZAD : A NEHS:1673-4130(2015)06-0723-04

Association between VEGF-C expression and clinical significance in Chinese breast cancer patients:a Meta-analysis”

He Keli ,Zeng Hui ,Fang Cheng , Xie Wen , Zhang Li s Pan Zhongya s Long Xinghua®

(Department of Clinical Laboratory ,Zhongnan Hospital of Wuhan University s Wuhan s Hubei ;430071 ,China)
Abstract; Objective To systematically evaluate the association between vascular endothelial growth factor-C(VEGF-C) ex-
pression in breast cancer tissue and clinical significance in the domestic patients with breast cancer by a Meta-analysis. Methods
The published case controlled trials on the VEGF-C expression and the clinical manifestations of breast cancer were retrieved from
the CNKI,CBM, VIP and Wanfang databases,and other relevant journals were also manually retrieved to identify all the relevant
case controlled trials. The retrieval year limit was from the database establishment to June 2014. The included literatures were
screened according to the inclusion and exclusion standards and the quality of included case controlled trials was assessed. The Rev-
Man 5. 2 software was used to conduct the Meta analysis. Results A total of 15 case controlled trials involving 975 patients with
breast cancer were included. The Meta analysis results revealed that there were statistical differences in the VEGF-C expression be-
tween the breast cancer group and the control groupl OR=8.16,95%CI(5.77,11.54) ], between the lymph node metastasis posi-
tive group and the non-lymph node metastasis negative groupl OR=5.19,95%CI(3. 63,7. 44)] and between the clinical stage | —
[l group and the stage [l — IV group[OR=0.35,95%CI(0.21,0.59) ];the difference in the VEGF-C expression between the 0 —<C
50 years group and the == 50 years group had no statistical significance,indicating that the VEGF-C expression had no obvious as-
sociation with the patient’s age. Conclusion The present evidences reveal that VEGF-C maybe participate in the development and

progression process of lymph node metastasis of breast cancer and may be become an important factor influencing the prognosis of

breast cancer.
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