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Expression and Clinical Significance of Artemin,
CXCL13 and MMP-9 in Endometrial Carcinoma
WANG Xiaohua, FU Jiuyuan, XIAOYanping, et al
( Affiliated Hospital of Chengde Medical College, Heibei Chengde 067000, China)
[ Abstract ] Objective: To investigate the expression of Artemin, CXCL13 and MMP -9 in endometrial
carcinoma, atypical hyperplasia, simple hyperplasia and normal endometrial tissue, and in different clinico-
pathological features of endometrial carcinoma. The relationship between differential expression and clinical

pathological staging of endometrial carcinoma. Methods: A total of 154 cases of endometrial specimens were
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removed from the Department of Gynecology, Affiliated Hospital of Chengde Medical College from June 2016
to April 2018, including 78 cases of endometrial carcinoma, 56 cases of stage I (EC-I group), 15 cases of
stage II ( EC-II group), 7 cases of stage IIl ( EC-III group), 32 cases of atypical proliferative endometrial
tissue ( EAH group) , 46 cases of simple proliferative endometrial tissue ( ESH group), normal endometrial
tissue in 44 cases (NE group). The expression of Artemin, CXCLI3 and MMP-9 in endometrial carcinoma,
atypical hyperplasia, simple hyperplasia and normal endometrium was detected by Western Blot. Real —time
quantitative PCR was used to detect Artemin, CXCL13 and MMP-9 mRNA. The expression of different clini-
copathological features in endometrial carcinoma tissues was analyzed, and the relationship between differential
expression and clinical pathological staging of endometrial carcinoma was analyzed. Results:: The expression
of Artemin, CXCL13 and MMP-9 in the EC group were higher than those in the EAH group, ESH group and
NE group (F=38.54, F=98.74, F=72.46, all P<0.05). The expression of Artemin, CXCL13 and MMP-9
mRNA in endometrial carcinoma was correlated with depth of myometrial invasion, pathological differentiation,
FIGO stage and lymph node metastasis (all P <0.05), which was not correlated with age (P >0.05). Con-
clusion: Artemin, CXCL13 and MMP-9 play a role in the development of endometrial carcinoma, which may

provide new research direction for early diagnosis and prognosis of endometrial carcinoma.

Endometrial carcinoma;
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Artemin IF 18] 5] 47 % 5"~ AAGCCATCACCACTCAGAAT-
TG-3", Artemin & 17 5| 4 4 5~ = CACTGATCTACCG-
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[ FE) BT e AR R R o] i vl o 3B A N AR-LF] 38 97 & o B4R S 7 & R R E 4
M, IR RIRARE 2016 F 1 AZE 2018 47 A 1206 S B R EFEF M A HAE, & 60
5], 3% PR LA 26 F AR B TE S N ARG A 08 I UL ESLA L T 3| ik b B BE A M AR 2595 12 A, T
BB S IT WS AT IR R O JE A 6min FATIE B 69 TAL GRS IE S Ao A0S EAT IR T 5 AT Tk i R
o iR e (E/A) (A B4t 5 3 (LVEF) (£ T4 R4 M2 (LVESd) & A& E4F K K M 42
(LVEDA) 3847 4L #oml ok b P 2 1 R B 4 ik B Bk £ 11 (Angl ) Ao X2 W Eig &
(NE) AKF o 7 52 3547, 5 =B (MDA) 8 it BAL & (LHP) &b Ak it Ee ) B ( GSH-Px) . B3 A
WHE 1 (T—AOC) BAL R IEAR , DA L B H LR R R R A F R VKW B H 877 )6 690K %
JE ATk JE E/A LVESd #= LVEDd #54% 2 iF F N R & 1 X R BE @48 & Ak (NE Ang 1T MDA LHP 7k
F 2 F F M ;6min F 4738 % 9 R 3E K LVEF 354 . GSH-Px /K-F T-AOC 3% % 7+ & (P<0.05), %
A EHF R R A EFVAR A AR AT Fe S e RBR A £, £ F R TFEL(P>0.05), FHi: 5l
A BB A W AR-E- A 06 9T F e R4S & D A AERBEAS MRS A AL AR 47, AR LS,

[REBIEA)] SHoE; < F%; AF[AE%; =k, NAREA

[ cEftRiEFE] A [ doi]10.3969/j.issn.1006—6233.2019.09.020

Comparison of Effects and Safety of Hydrochlorothiazide or Indapamide
Combined with Benazepril in the treatment of Patients with

Hypertension Complicated with Heart Failure
REN Lanfang, GE Biao, ZHAO Xianjie
( Inner Mongolia Baotou Steel Hospital, Inner Mongolia Baotou 014010, China)

[ Abstract] Objective: To compare the effects and safety of hydrochlorothiazide or indapamide combined
with benazepril in the treatment of patients with hypertension and heart failure. Methods: 120 patients with
hypertension and heart failure from January 2016 to July 2018 were selected and randomly divided into two
groups. Control group (60 cases) was given hydrochlorothiazide combined with benazepril, and observation
group (60 cases) was given indapamide combined with benazepril, and they were treated for 12 w. The chan-
ges of diastolic blood pressure, systolic blood pressure and 6min walking distance before and after treatment
were compared between the two groups. The heart function heart rate, left ventricular early diastolic and ad-

vanced diastolic blood flow peak velocity ratio ( E/A) , left ventricular ejection fraction ( LVEF) , left ventric-
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