55 27 %45 15 1) FERREFZRE Vol. 27 No.15
201747 A China Journal of Modern Medicine Jul. 2017

DOI: 10.3969/].i5sn.1005-8982.2017.15.009
XEHS: 1005-8982(2017)15-0042-05

EHANKEZZIK AB EZEVERTESm
ZEHRRIERMR

RESSTS
(BEEAFETARER B AR, ESE ZE 571400)

HE. N TR as T AR E 54k ABETAR.ETBR)AGA A -4 ok Wk KR P o91E R, T35k iia
2015 4 1 A -2016 < 6 A iZoid 69k gm Bk S5 B 34 4] ARIBHE SR B R R B o B o Sy 48 R B
1 (D141104)), I4 (D24 12 4]), M (D3 28 12 4) ) ; £ B B #A 42 3% [ 4T B hF 95 b K UG it 8 B i 95 é’a
R A TR (10 4] ), SR LR AL A ETARETBR 89 &k &5 .55 % b ik 7152 ETAR.ETBR £ %
RLRA A AL, MR A 36 AR, T B AR AL B AT R AT, R D3 AAFEKFES T D2 %v

D14, 257 A4 5 EX(P<0.05);D3 LK shikit £(GFR)A &% & (Alb) 5 DL 4Lk £ F A 4it &

SL(P<0.05);D3 4= D2 405 Dk %3 5 F D140, £ R A %t F &L (P<0.05), #7557 &2 ETAR,
ETBR £ 235 FA B4, £ FH % F 5 (P<0.05); 4 B4 ETAR £ %V F ETBR, ¥ &7 ho & 4
Sy B BB R ETAR A8 32375 e 4B ik £ 7 %3t 3 & L (P<0.05);D2 44 ETBR %4 %
#,%5 D184 D3 Zibik £ F Akt & 3L (P>0.05);ETAR/ETBR £ &4 IbE £ F A %t 5 &L (P<0.05),
ETAR 250 i 5t Aoikt 5t 34 2 £ GA ,ETBR 22408 T B VE s, W im BmEd Fas b ETAR 25 %
5%7& REGKFE E s3I E(ROG) ZEM%;ETBR A 3 5542 2 fi 8% ;ETAR/ETBR WA 5 42,

FEHKFE ROG 2484, 5 Alb.GFR 2 Hi48%, Zit SRR EH FHR ¥ ETAR.ETBR A2 &3
/Ju,ETAR/ETBR BB E LR A R ZEHMEL,

KR BABER;FAS; AR TSR EEA

FE43%ES: R323.6 XHERFRIRED: A

ETAR and ETBR receptor subtypes in development of
diabetic nephropathy in elderly

Hua-ni He
(Department nephrology, Qionghai People's Hospital, Qionghai, Hainan 571400, China)

Abstract: Objective To investigate the endothelin receptor A, B (ETAR, ETBR) expression in renal tis—
sue of the development in elder diabetic nephropathy. Methods From January 2015 to June 2016, 34 elderly
patients with diabetic nephropathy in our hospital were divided into 3 groups according to pathological type:
10 cases of group D1 (12 cases), grade D2 group (12 cases), grade D3 group. Patients underwent renal tumor
resection from renal tumors in our hospital as the control group (10 cases). The expressions of ETAR and
ETBR were detected by immunohistochemistry. The location of ETAR and ETBR in renal tissue was detected
by immunofluorescence double staining method. Biochemical detection indexes were collected to calculate the
rate of glomerular sclerosis, and the correlation was analyzed. Results The urine protein level of D3 group
was significantly higher than that of D2 and D1 group, the difference was statistically significant (P < 0.05).
Glomerular filtration rate (GFR) and albumin (Alb) had significant difference between group D3 and D1 (P<
0.05). D3 group and D2 group glomerular sclerosis rate were significantly higher than that in D1 group, the
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difference had statistical difference (P < 0.05). The expression of ETAR and ETBR in diabetic nephropathy
group were significantly higher than the control group, the difference was statistically significant (P< 0.05). The
expression of ETAR was less than ETBR in the control group, with the aggravation of increased expression of
ETAR in renal tissue of diabetic nephropathy patients, the differences between groups were statistically significant
(P<0.05). The expression of ETBR in D2 group was the highest, and no statistically significant differences
between D1 group and D3 group (P> 0.05). ETAR/ETBR in each group had statistically significant difference
(P<0.05). ETAR was expressed in proximal and distal renal proximal tubule. ETBR was mainly expressed in
proximal tubule. The expression of ETAR in renal tissue of patients with diabetic nephropathy and duration,
urinary protein level and ROG were positively correlated. The expression of ETBR was negatively related to
the amount and duration. ETAR/ETBR ratio and the course of disease, urinary protein level, ROG were positively
correlated, negatively correlated with Alb, GFR. Conclusions The expression of ETAR and ETBR in the renal
tissues of the elderly patients with diabetes mellitus are significantly increased, and the inversion of ETAR/

ETBR value is positively correlated with the development of the disease.
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