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were retrospectively analyzed, and the clinical characteristics and treatment strategies of the patients with adenomy-
osis complicated with endometrial cancer were discussed. Results Univariate analysis showed that age, increased
proportion of CA125 and CA125, uterine volume, proportion of hypertension and abnormal endometrial ultrasonog-
raphy in patients with AM with EC or EAH were significantly higher than those in the control group, and the pro-
portion of dysmenorrhea was significantly lower than that in the control group, and the difference was statistically
significant (P <0.05). Multivariate Logistic regression analysis showed that endometrial thickening, endometrial
echogenicity, and endometrial thickening combined with echogenicity were independent risk factors for AM with EC
or EAH. Conclusion In clinical practice, the patients with AM with endometrial thickening or uneven echo — ech-
o of ultrasound should be treated by hysteroscopy and curettage before further operation plan is formulated, so as to
achieve the purpose of early diagnosis and treatment of EC.
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1.3 EERRAWER Galectin-3, & K B E K
[ZF ( vascular endothelial growth factor, VEGF)
Fi#EZE H (fibronectin, FN) i A% A RE N
e A BB I BB AT 10 ml DL 3 000 1/
min &0 10 min, WA FIHRAAGAFN, 435 H 2
ml TG EP 04 )5, AT - 80 C B IR vk 48,
I, Galectin-3 \VEGF FN ¢ J8 % FH 56 5728 18 o
P GRUR & A BN BRRHE WA | 4% 1
BAE) .
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HERRAERURR ) | D N B 3 D) g, SR FH s L R
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XU "B 5 3 1910 (2. 8% ) IgA B 2 1] (1. 8% ) , %
BB 2 (1. 8% ) LA S A 28 (25.7% ) .
2.2 ANOFER—REMLEE WY PD BEEMNIG
PR— MGk L% . U4 PD AR5 FEVE 9 AR IR A 5
HIEE L 4 h D/Per(4 h [ IEE AT/ 1 JULE
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GXEFIG T FE S, B ALEF . S
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2.3 AREFERER PD BEEER P Galectin-3
KEELE  TWHARLENT R PD B HIEER S, D
ZH PD R F B W Galectin3 FIHEI B T A
B .CH,ERAZRITEEL(P<0.05) (1),
2.4 MEMSMH  Galectin-3 5 VEGF, FN iy
Spearman A 43T iR | Galectin-3 5 VEGF (r =
0.358, P=0.022) 2IEMXK (P <0.05),5 FN(r =
0.121, P =0.452) JoH] W AHCHE, Galectin-3 5 PD
SR A R 2R A AH DG 40 A1 7R | Galectin-3 5 PD
HF ) PTH .CRP . LVPWD 2 1FA%(P <0.05) ;5
TC E AR (P <0.05) ; Galectin-3 {5 HB ALB
Ca.P 4 h D/Per BUN .SCr.TG LA .LVD EF %I K
BARICHA ARG, a2,
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Fz1 MWAPD BHFIEREMEE [ n=109,1(% ) ,x +5,M(Pys,Pys5) ]
g A% (n=29) B4 (n=28) C#4(n=25) D4 (n=27) F/H/Y* 8 P1H
P51 5.1 0.168
3 11(37.9) 16(57.1) 7(28.0) 10(37.0)
7 18(62.1) 12(42.9) 18(72.0) 17(63.0)
FEW(Z) 52.3+9.7 53.3+13.6 52.4+11.4 57.0+8.5 1.1 0.353
BMI(kg/m?)  22.5+3.3 23.4£3.0 22.0+2.8 22.5+3.2 1.0 0.406
SRR 18.7  0.486
18 1B R 3(10.3) 4(14.3) 3(12.0) 2(7.4)
FIMEER  8(27.6) 10(35.7) 10(40.0) 15(55.6)
BERIGEE  5(17.2) 6(21.4) 3(12.0) 1(3.7)
JWXEE 0(0) 2(7.1) 0(0) 1(3.7)
IgA B9 1(3.4) 0(0) 1(4.0) 0(0)
EZ 451 1(3.4) 1(3.6) 0(0) 0(0)
EZR Gt 2(6.9) 0(0) 2(8.0) 0(0)
HoAy 9(31.0) 5(17.9) 6(24.0) 8(29.6)
FENTHITE(4F)  0.3(0.1, 0.5) 1.8(1.2,2.1) 4.0(3.5,4.5) 8.0(7.0,10.0) 101.3  <0.001
D/PCr(4 h) 0.60(0.56, 0.66) 0.60(0.57, 0.66) 0.59(0.50, 0.66) 0.64(0.57, 0.75) 5.2 0.314
U B 2 3 2 7Y 8.8  0.407
K¥%iz 5(17.2) 2(7.1) 5(20.0) 1(3.7)
iz 15(51.7) 18(64.3) 12(48.0) 13(48.1)
HEEEGE 9(31.0) 7(25.0) 8(32.0) 11(40.7)
Rtz 0(0) 1(3.6) 0(0) 2(7.4)
HB(g/L) 101.5 +18.1 106.9 +18.4 101.0 £20.5 95.7 £19.4 1.6 0.198
ALB(g/L) 35.1+4.3 36.9 £5.3 36.6 +4.0 36.5+5.4 0.8  0.470
BUN(mmol/L) 19.1(13.8,23.7) 20.6(15.9, 27.4) 18.7(17.6, 22.0) 18.0(16.3, 21.7) 1.6  0.668
SCr(mmol/L)  706.8(565.5, 954.1) 1084.2(812.4,1295.2) 1070.3(944.9, 1163.3) 1032.0(924.8, 1151.7) 24.9  0.001
TG( mmol/L) 1.5(1.4,1.8) 1.6(1.1,2.0) 1.6(1.0,2.1) 1.8(0.8, 3.3) 0.4  0.741
TC(mmol/L)  5.1(3.8,5.7) 4.7(3.9,5.4) 4.4(3.6,5.1) 3.8(3.0, 4.8) 8.3 0.098
Ca(mmol/L) 2.16 £0.13 2.28 £0.17 2.33£0.21 2.31£0.21 4.6  0.005
P( mmol/L) 1.5(1.3, 1.8) 1.8(1.4,2.0) 1.8(1.6,2.0) 1.7(1.4, 2.3) 5.5  0.123
PTH( pg/ml) 197.0(103.8, 300.0) 177.5(61.8, 297.3) 208.0(91.9, 600.5) 383.0(189.0,790.0) 13.4  0.044
CRP(mg/L) 0.6(0.5,5.0) 1.7(0.5, 3.3) 1.8(0.6, 6.8) 3.9(1.4, 13.7) 9.6  0.316
LA(cm) 3.8(3.3, 4.2) 3.9(3.5,4.3) 4.2(3.6, 4.4) 4.1(3.7, 4.4) 4.4 0.058
LVD(em) 4.8(4.5,5.2) 4.8(4.4,5.5) 4.9(4.4,5.5) 4.8(4.5,5.1) 0.3 0.945
EF(% ) 63.0(61.0, 65.0) 62.0(59.0, 65.8) 62.0(57.5, 65.0) 61.0(60.0, 63.0) 2.9 0.284
LVPWD(em)  1.0(0.9,1.1) 1.0(0.9, 1.2) 1.0(0.9, 1.2) 1.1(1.0, 1.2) 10.8  0.033

BML: (A B840, D/PCr(4 h) :4 h G BB MUYLETE ; HB : L ZLE 1 5 ALB L9 188 11 ; BUN L FR 3R A5 SCr: M UL 5 TG - =Bt H- il ; TC..

SANEE L Ca . 045 ; P U8 ; PTH ; FURZEARELE ;CRP. C- W & 1 ; LA 220N LVD  ZE O E NS EF (% ) 4503 5 43 4; LVPWD . 72
N5 i RE SRR

F2 Galectin-3 5liERIEFRAIIE X ES M

FEAR HB ALB BUN SCr CRP PTH Ca P 4hD/Per TG TC LA LVD EF  LVPWD
r -0.131 -0.013 -0.023 0.073 0.357 0.201 0.134 0.077 0.184 -0.058 -0.316 0.157 -0.072 -0.102 0.213
P{A 0.174 0.896 0.809 0.452 <0.001 0.037 0.165 0.425 0.055 0.546 0.001 0.103 0.454 0.291 0.026

HB: LA A  ALB : ML U8R BUN IR 285 SCr: IMUYLEF ; PTH : FHARZEIRIHE ; CRP . C - [ WL 4E 15 Ca: 45 ; P M85 ;4 h D/Per:4 h
S/ LU TG . S HE I TC RN LA Z5.00 B P VD 2 058 P48 B IR 7 5 B I s LVPWID . 25 A 1)
R

BRI E A% Henderson et al'” i 5%
RWFIET Galectin-3 Xof WLALZT 24 40 Jifd 7% 16 A 2F
Y B CHEE, AL BT REA T Galectin-3 3
ik L, I 2% Galectin-3 5 eGFR 2 i #H 5¢, i b
9% 3 HF Galectin-3 5 24 5 21 4 Ak 90 0 ik 325 9 09 4

3 itig

R K I 2% % T i B IR R, 2 PN R
JIE A A PR ST R RE S PD (]
FEK: , Galectin-3 ¥R & T, 7E K F2 PD BB B IE
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FH™) . BEAh, Galectin-3 #P#I3 TD-139 A 3 1 s />
LB 2T 248 200 i 335 £k e i B 11 4 0 R 9 2 TGF-B
7P AHDR R 25 T 0 Il £ 4k 4L, B0 B L 40 i Fn
B2 T S UM AR AL XS R I Ga-
lectin-3 S5 JIFHIE 5 Uk B Jili 25 448 £F 4 AL 1 A %
& EWEITEE S R AE PD AR IRE T 5 AE L I R
5 W Galectin-3 Vi FE W 2 T, 5 Hofth = 4141
P22 598 Goit2E i X, 3R Hoxt PRk e () i 4
Mo PF KA AT WL 21 5 556 4 1 4587 2E , VEGF
Ry I B A A O 38 bR, PR R R A S TGF-BI-
VEGF-A 3 % (1) i 08T A8 1485 A4 iU ', VEGF
Y5 Galectin-3 [WAH G140 BT 25 R S | 7EAS [R]85 By
AR PD BRE R BT T Galectin-3 5 IfiL 45 A4 18 b
VEGF 2 iFAH & (P <0.05); Ut Bl Galectin3 5
VEGF FIREfEfE M RIVEH , 2 5 TGF-B1-VEGF-
AT B R G, DT AR S 1t A5 A VAR AL
PPl — 2 Sk B, Galectin-3 7E 5 515
B v ) 208 25 53 v BE Tl 25 L4578 26 s B AL B
AR ML & PF B &R &, Galectin-3 5 PF
FIEFEFR FN JCH W AHSE  FN 197748 5 Wt/ B-1E
EAGSEBENEE A X", % & Galectin-3 A
K2 5G5S W03, et 25 TGF-p1-
VEGF-A 3 B (1305 S 30 PR, BARMLH A fR ik — 4
W98, WAlRESFEA R AR, M WAA L, 8y
KEEA R Z POt — A4,

KM PD ] 7 B A R A 0 R
N PF T Galectin-3 21815 4 il A= 4 $H5E 1 5 AE 1)
KT, TR 28R Galectin-3 26 B A F 8 9iE M
LRLEAL S R T BA: BRVE T, Hsu et al > BFFT R,
Galectin-3 5 '8 I RE T M 8. # #H5¢, I+ 5 CRP {H T+

FEIEAE, WSS R Galectin-3 5 CRP &L IEAH
K, BTN Galectin-3 T GE 7E 18 R G 2 A A 5% 1) & 4
RIEHA—EMEH,

LR B s B3 T BT 000 000 A5 1 O
RAE , Fe PREERE O WL 5 8 8 L, 2% 938 ik
W PD BB RO B EE K BE, K FE PD B3 1Y
OHEFEAR LVPWD %5 e 3 375 Bt 4F % 28 35 A i 7+
15, LVPWD J2& R e A2 O B IR A 8 4R , HTHm R
e FEK, JF AT & A D HLEM H Galectin-3 5
PD & DAEFE R LVPWD 2IEAE, 22 76 52
& X, Vlachou et al'™*' D desmin HBf /N BUR 2L T 0
w52 BB, M Galectin-3 7T 4 7 H Wit
Y — J8ET A4 R AR E T B, 410 1O I B 2T 44 240 P
AIPE LT AL G AL AL JIE b O R £ A 3R R 58 ek
BARONEEM, 456 R mMa R, EEwR T
Galectin-3 F] YE A PD S8 5 0> 7 5 vy m HAth O L 43
13 0 BRI R B RS AE N A8 A

i IS A S AT B PN G A T RE R A | B
I B2 EE BRI S E R BT R, 1R
g, KA PD R HYIL PTH W JH & PTH 4R 3K
BRSPS O 13258 B A Brbn B I Galec-
tin-3 WAL 5.0 1048 505 B VIAROC , Hor i 2
PEHEGAEA AR LY I, Galectin-3 5 PTH
SEIFAHCHR R BT RE7E K PD BE 0 ) =
gy O WL AEALRIE B B B RIAE A

25 LTk, Galectin-3 7£ PD B35 5 1% Wi 9 &
D EA H 5 S, AT R F PRy 2,
AR TFHFTEM PF 0 & A LA FEAEAR R
TR OL, IANREAS B AN 2 LS oy BIF 5 E AL 1o AN
TH RS HETEE S IR PD SB35 &2 PF BB 5S4
D ATy BT
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Expression of Galectin-3 in peritoneal dialysate and its clinical significance
Yao Ling,Shao Xiaoqi, He Mengmeng, Wang Qiufeng,Zhang Pei

(Dept of Nephrology, The First Affiliated Hospital of Anhui Medical University, Hefei 230022)

Abstract Objective

different dialysis ages, and to conduct correlation analysis with vascular endothelial growth factor ( VEGF) , fi-

To observe the expression of Galectin-3 in peritoneal dialysis (PD) fluid in patients with
bronectin (FN) and related clinical indicators. Methods A total of 109 PD patients who were regularly followed
up in the department of nephrology were divided into four groups according to different peritoneal dialysis ages. The
concentrations of Galectin-3, VEGF and FN were determined by enzyme-linked immunosorbent assay. The expres-
sion of Galectin-3 in peritoneal dialysate of the 4 groups was compared, the correlation with VEGF, FN and clinical
related indexes was analyzed, and the correlation was analyzed by Spearman test. Results = The concentration of
VEGF in peritoneal dialysis patients in group D significantly increased (P <0.05). Galectin-3 expression levels
were positively correlated with VEGF (r =0.358, P =0.022), but not significantly correlated with FN (r =
0.121, P =0.452). Galectin-3 was positively correlated with clinical indicators parathyroid hormone (PTH) (r =
0.201, P=0.037), C-reactive protein (CRP) (r=0.357, P <0.001), left ventricular posterior wall dimensions
(LVPWD) (r=0.213, P=0.026), and negatively correlated with clinical indicators total cholesterol (TC) (r =
-0.316, P=0.001). Conclusion The concentration of Galectin-3 in the dialysate of long-term peritoneal dialy-
sis patients is significantly elevated, indicating that the expression of galectin-3 increases with the extension of peri-
toneal dialysis time, suggesting that the detection of galectin-3 levels may be helpful for the evaluation of early peri-
toneal fibrosis. The positive correlation with VEGF may suggest its role in promoting peritoneal angiogenesis and fi-
brosis. Moreover, it is positively correlated with clinical indicators PTH, CRP and LVPWD, suggesting that it has
certain clinical guiding significance on microinflammatory state and myocardial remodeling.

Key words peritoneal dialysis; peritoneal fibrosis; Galectin-3; VEGF; FN



