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Abstract: Diabetes mellitus is a serious threat to human health and its occurrence is closely related to islet dysfunction.
The renin-angiotensin-aldosterone system is expressed in islets and plays an important role in islet function and insulin
secretion. Angiotensin II and aldosterone can inhibit the secretion of insulin. Angiotensin-converting enzyme promotes
insulin secretion. The angiotensin converting enzyme inhibitor can improve pancreatic function and insulin secretion
via the amelioration of intra-islets inflammation, fibrosis and apoptosis. The angiotensin receptor blocker can ameliorate
intra-islets inflammation, fibrosis so as to improve insulin secretion. Renin-angiotensin-aldosterone system may become
a therapeutic target for the treatment of diabetes.
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B AN IhRE N B H E B P g Al IhRERZ £
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B &R - ME R IR ER - B A B & 4t (rennin-angio-
tensin-aldosterone system, RAAS)TE 7 ML 4EHF 1ML
BERRAS A JORE RS IER EAT Z AL, 9K
DULE R . RT3, LA AL 2 DL B s 41 43 vh B
RAAS ({51, IEERITI TR RAAS X} MR
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WA R B D RE . I PRAIT 7T R 4] 2 - M5
7K & & Si(rennin-angiotensin system, RAS)AJ UL E 25 f#
I B0 Jik 1 v I DA R e o ek o LA B 26 25 R
TR 2 WEFEAE SRR iR RAS 35 P T vl 5 508)
RN (% & AR e . M Rk R
2(angiotensin converting enzyme 2, ACE,)% K it #&iA
T /I BRI 2 B /KT A B 22T kb,
ACE, i DRI 5 /0 B PR 57 — B AH JBR 15 38 40 b &= ik /D
00, o F- B A TR s [ 8 22 (1 e 2, LB 6
7 T 05— AR S T PR AR RS A
RINRARA, AR SRS R Nt 78
TREAEBEAE TR, RAAS RIB/KFRAENE. 1EHT
RAAS 1259, 40 i 8 5% 5k 2 % {0 B 41 i 77 (angio-
tensin converting enzyme inhibitor, ACED)F1 L %7K
2 ARHE P77 (angiotensin receptor blocker, ARB),
DATS B IR B2, X SERIF AU IR 5 N ) RAAS AT fE
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2. BER - MERKR - BEIRASL

RAAS H—RFIIJReAH I R &I ZRA
Beo B R AR I R R R RO M BK R |
(angiotensin I, Ang 1), TMiJ5, AnglfE M Rk E
1 (angiotensin converting enzyme, ACE)J/ER] 2
fiti Ny Ang 11, Ang 1133 5 1M & 55 5K 2 5244 1 (angioten-
sin type 1 receptor, AT,R)FIIM E5K %5214 2(angio-
tensin type 2 receptor, AT,R)&5 G K AR A ] B 1) 7034
TV AR HL i P47 LA S L EIRAS . IB4h, Ang |
A ACE, 25 M #E % 5K 3% 1-7(angiotensin 1-7,
Angl-7), Angl-7 iBid 454 Mas 2R FESE MY,
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Hr, ACE,-Ang(1-7)-Mas &2 0] L3 Ang Il (1
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PSR AR T, I SO R B Th AR, R R Ry

ACEI ATBH 1 Ang T 18] Angll 34k, M| RAS
WM. AT, ACEI AgRedifdE ACE 8421 Angll 4=
o KM ACEL 5, RN Angll W% & 2 1E %
7J(5]z[34—36] .

3.2.2. ARB EMERRMMEE, MERKERMRALEN

ARB A[FHIE Angll 5 AT|R 254, FHRMH Angll
5 AT,R 56 RIFEMEH, MK ATR B FiEE S
BT, fEfE S rh, SvD I T iRk Th e, IR N
B J 5 2 2 WA TS, TE DL At T A K
B P P L B, R v 4 5% 2R3 R 5 R T
M52 B, fEAR M AERA-OLETF KRB, 3
SFEVDIH AR (b IR B 2R A0 WA I G A TR 52,
PR 52 ) S0 I AN RO T L R S BB 5 R
AR, TS AT R GG B R ks s 22 -1
FikThiE A 0, Yty H AT LUK R 5 B 4T P g
T 175 5 1A V% i SRR R kb, [R) IR B ARG R 0 R 5 3 1)
PKC %1 F1 NADPH 35#E* . fli ] AT R #EHi7)——
ypIEYT db/db ANRE, NERARN g i £,

Open Access

XEAERIS A G S 22 A0 P U5 2 X R S 2
PV T A B AT A DA DRI o T 2 45 AR
F AN, FEANBE AR 2R AR A
IS AR 23 WA BRI, AN B X e 4 3R 0 W KT,
1713 63 T 481 26 WA 2 02 10 R 3 A P 48048 26 4 Jm fo
BRI, 78 ARB BB TR AL
I oL 1 0 f B M S, SR REAE SR BB R T R
By I JRE S N ANEF AL o

3.2.3. lEFRIALE

I PRIAESHIE ST RAS BHY AT BRAR 11 240 R 1 K
WRW AT 26 JFE, HRE R R AR
SR R M WG I, 2y 412 1) o R AR
T 16 B IHE A E e, WA RS S
J 5 b R 2100, ROR ATR  FHITFI T DA e
W ISR FR 70 51 R PR ke 5 2R 0Tk, AN B AR JR
MR IR o

FENE Mt S 11 RO PRAEASE RS e, TR Ft 2H 21
S AN B SR I P P B 5 i A2 T Ak 4
HNIEFREFYEA S Ab o il IR A0 S0 i R 41 4 AL
O RF f5 S 4T 458 B R 1 2 TR AT 48 R B S A
L AT ) 25 R R DR o R Wik U 288 Bl A A Y v 4k A2
IR E bR, W RAS FHWHAENS O R
T RN . L4l JET IR,
T 3K K 2 KR R R T P A KR

4. ACE,-Ang(1-7)-Mas & BRI {R B B &

b2 00

Ang [ W # ACE, 2%~ Angl-7, Angl-7 J@id4h
& Mas ZEKRIEERUY, ACE,-Ang(1-7)-Mas flim]
HPEET Angll (I/EF] - Angl-7 TR 1 Ang T EARMS
¥, Mas ZAREGE S BUNE T IR FILF 4Lk DY, 78
AR, ACE, JE PR/ ) 26 — I AR i 5
W E R AU, Bindom %5 ARG AR A0 A
ACE, 2K 5\ 8 J& db/db /)N B 1) B AR J5 1T s /N BRI
22 JI R 7K ST FE 3 260 BT 52, 5 38 Ik 5 PR R 5 3 %
&, [FREEE g auiuigs, w0 g TP, sk
T Mas SZARHBIF G, ACE, &K Hid & RIE S B
Y1 T B 5 1R RS, 7% ACE,-Ang(1-7)-Mas
Hhid it Mas SZRRIEER . Hig, RSN ACE, %
[AIf 16 & db/db /MR, H ACE, i) mRNA 7KF-3: AT+

13



B2 - MR R KE - I [ AR 0 R 5 2K 20 R U 4

w, SPASHRIE . RS R A B 4N MU A AN T
Ferzm®l, 16 & db/db /INELK B 40 T RE 2 BURE E LE
8 JA/NERIVE, AN ACE, JE K FEARREW 4% 5 5
Ihig. Uk, ACE, i3k i 15 ol i B0 R 5 1)
JiE 5 ThEe /& AR En ), I FLRETS B FH Tl PR AT 75 ik —
AR

5. BE[E R R B R 2R

1% [ AT DA SR A i 5 2R HC Y, [
Pt 1 ) 1, T DA R S R i o KT R TR R ]
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