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[ Abstract]Objective: To explore the effect of rosiglitazone on the apoptosis of pancreatic beta cells in rats with experimental type 1
diabetic mellitus. Methods : Sprague—Dawley rats were randomly divided into control group(Con,n:ZA) and diabetic control group
(DM, n=24) and rosiglitazone group(RSG,n=24). Diabetic rats
were induced by streptozotocin(STZ) injected intraperitoneally.
Rats with fasting blood glucose (FBG) =16.7 mmol/L were

served as diabetic model.Two—,five— seven—,ten—,and thirteen
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uated by Terminal deoxynucleotidyl transferase dUTP nick end labeling (TUNEL)

assay and the levels of expression for insulin and

Fasl were performed by immunohistochemistry. Results:Two weeks after RSG treatment, the levels of expression for insulin in the

pancreas islet were higher(P<0.05) and the relative index of apoptosis of beta cells was lower (P<0.05) coupling a downgraded ex—~

pression of Fasl(P<0.05) in RSG than that in DM. Conclusion : Rosiglitazone can inhibit or down regulating the apoptosis of beta

cells to some extent in experimental type 1 diabetic rats,and one of the mechanisms was probably through inhibiting the apoptosis

pathway of Fas/Fasl.

[Key words ]rosiglitazone ; apoptosis ; diabetes mellitus ; Fas/Fasl ; pancreatic beta cell

1RV PRI M E R B eI 2 5, KBS A B4
BARIEFTFE, RERIENT, W T 414,1L-18, TNF-a,
IFN—v % NI ARFE T 38 B Fas/Fasl FUTEF R 4L TH FIH 4
A0, R B I IR AR Fas/Fasl 12842 8BTS
W& T %44, #8755 F Z #6318 (Rosiglitazone , RSG) T3 SD
KB 1 EOBEPRIAEEY R TN & P Fasl FRIZAKERBES B
AR TR, BT RSG 4R B 41 TR 75540 s 40 g A
A%,

1 #¥5FE

1.1 FBstfbig

6 JEIMS HEE TR TSR SD KB 72 R, 160~200 g(J P ER
KREFYLEDORML), B dEEE Mok, 12 W FIRRER
B, EWIRE 20C~25C, 18EH 60%~70%2 18] , 43358 K i
Ko ZREMNMRETE 1 BlE , &K BlEs B R HBE b iy, iR
PRI AR kR ) 0 Y R AE  EER B ML AR 3 4, IE
H iF B8 (Control,, Con) 4 24 R $# R %} #E (Diabetic mellitus,
DM)4H 24 HAI RSG TH4 24 H, EHHSE L E BT
294 R B & |, Streptozotocin (65 mg/kg) , BT 1 AU FRIRHL
B Con A REESTAEN B A 0.05 mol/L ¥ HEIE 48 vhis K
3 d J5 U %3 B 1M1 3 (Fasting blood glucose, FBG),FBG = 16.7
mmol/L A ¥ERIRTN, RSG AR B RFF 1645 T RSG[7 me/(kg-
d)EE , FHoAh 2 HA FHRBFEMEFEEEKES,
JEEMNTERER(T am~9 am)A24 1 1k, W& 13 &,
1.2 HAKE

WRBBAR SR R RSG FHUS 2.5.7.10,13 J& 4510
EEAWEE FBC I FIHEEIY 4 R, £10%K & A8
S B I SRR S, RUE BB IR A B A% L RIP RS

WHhEE, IR ZH,
1.3 REZhal

WEFR R BUEEET ) RSG TS i) & BB 4 AIAG I 4% 42 5
Y FBG(F FRMME{GIE ) , [R5 R & & Rk p A F S e
21k SP ¥, 50 B I3 A TR AR BB Fasl A4
RAGEAA L, ERW AL E PSS E ARG RA
Al RSP B 4 TR IR A TUNEL 5% 5 B 55
EF KAF,

TUNEL J7 ¥R 40 T 3R

4 pm PR — B BB KL B KB A K
TAEM (20 mg/L)37CIFE —20%/ N L35 +3% /M 7 B
FEH 37CHIE —50 pl Tunel 1 K8 & B 37CHH
0.3% F B (1 43 3%H,0,+9 B BB B A H RBBE
—20%F fLIE+3%/ N U B H -+ 1%E A BRIE & 9 37088
H—PBS % 1:2 M converter—POD 15 & I8 & W58
37CHE —~DAB B BB~ HARRE L KPR RE .,
14 HBEPUE

J8R (x40) T B Ar A= FEHLBE R 20 10 BF 4y A B 55
BT R 45 (18E DMR+Q550) , 1 RS N Fasl FXHIARSTIKEE,
FHrEAh B 4UMRARRHR T RS

A R A . X451 5 BH M AR AL R B MR AL A T AR
IR MR IR B AR (AR E SRR E 0 FH,255 4
B IR 20, B EVE iR A A IR B,
AHXT K BE 5 SR 2k 8 LR

PAOMRAERS TR TR 4. RS R R TR U R B R P
SRR 9 (5 A L T = 55 VR T S R0 5 40
Y, R R 3 P 40 B A 7 = B M A AR B B A S 3 1R/ FE
P BT AR ) o

F1 SAXBEBREEEE Fasl HNKEER B AREITATHEMER (%) (xs)
R R KE FasIHIXT K& B YR TR
g Con DM RSG Con DM RSG Con DM RSG
2 (n=4) 15043:11.64 7836+737%° 0427+9.36A®  34.68+1.05 7544:5.08° 69.01+4.87°% 177:0.14 46.92+533% 34.64+6.75%
5B (n=4) 14836+10.63 8092:8.82° 119.52+11.724® 3509+124 78.0826.75% 53.56+4.55% 206+0.13 44.10:3.02° 20.53£5.04%
7R (n=4) 15635:1324 78.95:7.58% 134.62+10.254® 35121164 76.99+6.67® 48.39+739% 192:0.16 38.67+5.35% 11.63+3.88%
108 (n=4) 15464+1207 77.38:7.14° 1435412334  3489x123 8192+584® 4185£368% 203:014 3878:651® 7.61:243%
13 (n=4) 15723+1234 8247:738% 14672:1093% 3501115 9263+4.87° 36816754 204:0.17 36.65:641° 3900574

FAEtRT ., @,P<0.05 5 Con £HAHLL; A ,P<0.05 15 DM 44 H



— 1306 —

BERERKZEE 2011 £ 36 H% 11 3 ( Journal of Chongqing Medical University 2011.Vol.36 No.11 )

1.5 “itaar

R A3 SPSS 13.0 for Windows 34T M7, Fi A 8
PRI UASI B AR RS (x = 8 ) TR, AR LLBCRABREE N
E0T , FIAMR ELECR T ¢« K5, AT spearman MIE4HT,
VL P<0.05 B FITHER

2.1 FEBRWEAFWZEA RIFHR AR

EST STZ J5 3 d,DM & RSG B4 Kk BB R MHE 1%
B, IR B LR, FBC HEFAE (>16.7 mmol/L), F
BB RT
22 BETHEE Fasl BF0 KL B miatgsiA 4
AR

5 DM ZH L%, RSG £ RSG 1AYT 2 AUE , S RN
F KSR BB S E AT IR BB Wi I, 5 DM 4 =
SIE G L (P<0.05) ;Fasl ik B/, SCI0 45 T
{4 DM £H R 24.119%(P<0.05) ; B 40 AT T8 Hs 2,
FFRERT Rl TR AL — 4 T, 5 DM A ERA KIS
X (P<0.05)(RFE 1),

3 i1 8

A SLR R R SR ALY R A AR R IR S AR AL, B
YRR B RETE RS, WA — 2B LK
FHFR EREEENTRIHES 8 BEEARES
FEHEAER, FTAE SD KB =AMERRIR . Bk S I — R )
B4 STZ BN KRIRE B 410, B A R R RIBIRR,
B F AR 1 AR I AR R, TR e 7L e, 3h
MER R ZRAE, FERGERIE B EE T R
LIER R, 2 HIE TIDM K BAERIE BAR A ks,

Butler SFERBF 5T R BT MR B 4 A T i3 2
B T R E R A, BB B 4UREE T ¥, T AL
BRI ERRBERZAMEEF R BN, HRFT
HERW T  Fas/Fasl MRS B AMRAT IE L&Y
Z—o ¥ Fas 5 FasL U= BBEERES, Qo EMERRET
TR, AT 2 RIA Fas WAIMAART, HIR HRIK Fasl
B 4IMi 55255 Fas B T BME G5 W FE0X T LT, &)
B AHAARY B B ANAE T UM . 1HRZ , Chervonsky %PiY
T4 R R, 7E NOD B B B S IR B,
CD8+T = —FREMEF, MFILE INF-aFHF B

SR RIA Fas TEH ,Fas FAPEAY B 4RA 5 Fasl FHYERY B 4040
56 Fas FHYER) B 40MIATS, B HIIREE B, BASH
HEREHEERK., SRS REM, 7% SD KR TS
STZ 3 d J& , U RE SRR K BUBR S B Z1MIR 1A Fasl W RIET
KFIEEMBHE, 2 RSG T 2 JEJ5, Fasl #8585 FER A
T/ s RSG KBS B 40 MUA XA T+ 0 E R
B OLAT 0L, Fasl 7E{E % B MR T- M BB HETEEA
ff,, RSG FIEEIEA T8/ Fasl BIFRIATIRE 1L SR 3ESE B 40AE1R
T,

AEZHHE TS5 8 ABAT,B MEETRRART
—ANE Z RS SRR R E A BRI R, LR .
MR F NO, T EEEFH S5 g AT, &
BFFEALM Fas/Fasl 2 Hi&RIEH RSG 8B RHIFSH3ESE B 41
FEBSIRT, B B 4HAIA T, BB R S DI RE . RSG X B 4
T A AR R R AR AR, M R — 23T,

2 % X W

[1] Mandrup—Poulsen T.Beta cell death and protection[J}.Ann N Y A-
cad Sci,2003,1005(1):32-42.
2} & Bt REEF AR AR AR ERITENRILAYE
T ¥ Z4,1993,10(3):281-284.
31 &R ¥, EEH, R, 5. BHESIFN OLETF X RUBE B 41
N Tk AR ML) R EBEPR A AR , 2007, 15(1) :44-46.
[4] &B4, TREMUREATRESE 6 AL AR DA KRR,
2004.1-2.
(5] RiFH,BUVE, % # EREERIBEFEL 1 RERR KR
BRI S BE 23 R, 2006,27(8) : 114-116.
[6] Butler A E,Janson J,Walter C,et al.Increased §—cell apoptosis
prevents adaptive increase in 8—cell mass in mouse model of type 2 di-
abetes;evidence for role of islet amyloid formation rather than direct
action of amyloid[J].Diabetes,2003,52(9);:2304-2314.
[7] Lee S C,Pervaiz S.Apoptosis in the pathophysiology of diabetes
mellitus[J].Int J Biochem Cell Biol,2007,39(3) :497-504.
[8] Chervonsky A V,Wang Y,Wong F S, et al.The role of Fas in au-—
toimmune diabetes{]].Cell, 1997,89(1):17-24.
[9] Huang C,Haataja L,Gurlo T,et al.Induction of endoplasmic retic—
ulum stress—induced B—-cell apoptosis and accumulation of polyubiqui—
tinated proteins by human islet amyloid polypeptide[J].J Physiol En—
docrinol Metab,2007,293(6) :E1656-E1662.

(FER#E . XER)



