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Abstract Objective To study the possible effect of insulin secretagogues on apoptosis in cells of INS =1 cell lines, which is a rat

pancreatic beta — cell line derived from the original radiation induced tumor. Methods INS -1 cell line was routinely cultured and devid-

ed into five groups:A: Glibenclamide group;B: Glimepiride group;C: Repaglinide group;D: negative control group;E: positive control

group. MTT method was employed to evaluate the proliferation of the INS — 1 cell line. Moreover, DNA Ladder and TUNEL method were

enrolled to analyze the apoptosis of the INS — 1 cell line. Radioimmunoassay ( RIA) was used to investigate the insulin secretion. Results

Incubating INS - 1 with insulin secretagogues showed obvious apoptosis as compared with control group( P <0.05). The INS — 1 cell

line was treated by different concentrations of different groups for different times. Compared with negtive control group, after treated for 4

hours, cell’s apoptosis in Glibenclamide group (0. 1pmol/L,1umol/L,10umol/L) was obviously increased by 2.21, 2.5, 2.71 folders
(P <0.05), Glimepiride(0. 1pumol/L) didn't increase cells’ apoptosis(P >0.05) ,Glimepiride(1pumol/L,10umol/L) increased cell’s
apoptosis by 2 and 2. 57 folders (P < 0. 05). Repaglinide (0. 01 wmol/L,0. 1pmol/L, 1 pmol/L) didn’t increase cell’s apoptosis (P >
0.05) ; after 24 hours, Repaglinide(0.01 pmol/L) didn’t increase cell’s apoptosis (P >0.05) , Glibenclamide (0. 1pmol/L,1pmol/L,

10pumol/L) increased cell’s apoptosis by2.35, 2.71, 2. 94 folders(P <0.05),
creased cell’s apoptosis byl. 71, 1.88, 2.35 folders( P <0.05),

Glimepiride (0. 1pmol/L,1umol/L,10 wmol/L) in-

Repaglinide (0. 1pwmol/L, 1umol/L) increased cell’s apoptosis by

1.53, 1.94 folders( P <0.05) ; after treated for 96 hours, Glibenclamide (0.1wmol/L,1umol/L,10pumol/L) , Glimepiride (0. 1pumol/
L,1wmol/L,10umol/L) , Repaglinide(0.01wmol/L, 0. 1pmol/L,1 wmol/L) increased cell’s apoptosis by 3.7, 4.5, 8.35, 3.2, 3.8,

7,2.8,3.6 and 4.5 folders (P <0.05). Conclusion

Insulin secretagogues can increase apoptosis of INS — 1 cells in a time — and

dose — dependent manner. This provides evidence for the mechanism of pancreatic beta cells’ apoptosis, and also provides a new thought

for studying the pancreatic islet cell function and guides reasonable use of insulin secretagogues in type 2 diabetes mellitus.

Key words Insulin secretagogues; INS — 1 cell; Apoptosis
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Ja WO BT, - 20°C fif A LA e 5 Uk R E o
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(P<0.05),

x1 BEERERERDFAXINS -1 BAGFEFTERNZME(x£5) (% ,n=6)
FE RIS R] & 5 AWK (wmol/L) % 51 22 g ( mol /L) i 51 %8 (pmol/L) B %5
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24 50.1%3.1% 57.4+4.8% 66.4+4.1* 59.5+5.7* 64.6+6.4* 66+4.5* 75.3+7.4* 96.7+7.3 107.4+5.9 100+0 98.3 +3.8
48 31.8 +4.4% 46.5+4.5* 58+4.6% 39.7+3.8* 54.2+6.4* 55.5x4°* 70.5+3.2* 97.2£6.3 100 +5.2 100 £0  96.6 6.2
96 16.6 £2.7" 24.7+5.8* 43.9£2.7* 27.6+7"  27.2+5.9* 46.124.9* 41.9:6.9* 58.1+9.6" 64.2x6.8" 1000  99.7+7.7
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TR EM(P>0.05), SEAMXT WA ML, % 494
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B s 4 25 (€2, C1) fiff 4f A 0 1= 28 43 3l 34 2. 35,
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0.05) , Fi k% 41 45 (C3 ) X 20 Mg 8 1= 3R JC W &8 52 i ( P
>0.05) ;25 EH T4/l 4 K, 485 A ik (A3 A2,
A1) #5513k (B3 B2 . B1) i 4% 5] %5 (C3.C2.C1)
o 40 B (PR T3 4 W 36 3.7 . 4.5.8.35.3.2.3.8,
7.2.8.3.6 4.51%(P<0.05) ;& 25 W4l L3, #% 51
AR ANAE 51 55 IR T AL 4118 25 S R Gt 2E R L (P >
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ZPE(P<0.05),

R2 BFERERRERBFXINS -1 HAEATRHFWE (x+5) (% ,n=06)

AE B ] B A R (ol /L) 51 F g (pmol/L) Fii 1 51 %% (wmol/L) 7 P4
(h) 10 1 0.1 10 1 0.1 1 0.1 0.01 % 18 % 1
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5. 259 %0 1B A MM INS — 1 JB B 2K 70 WA 9 R T -
ANTR) e BE 25 W VR FH INS — 1 20 i S5, JFC 5l R 2 1 o)
W R P IBR A R ILEL 3. X IRAL LA, R
R A2 2B 7 AT LA 2 20 2 D8 5 2, 4% AL 25 W A A
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2y BE ST A T I T S S A%k B 2 2 W 8 e]

AR il R v R R 4 S 3R, L A R R
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<0.05) 5 {EL [t i [] 22 4, 4% 26 JB &% 28 T e 10 i 2 328
Wi R
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550 RDRE U T2 TR e PR B B 0 SR AL AT B, ™ P < 0. 05

1 R

B 2 MR T 5 1R S T i AR A R R N
— I FE AL R 2 ROE RS R 3 A7 E ™ E I 1
B AN ThREISGE ', o P IR 2K 25 W AT LA o 0
G3W , REA IR | 0 491 107 AT B S % £ W PR s i IR L (L
I R FH AT 7 A T R IS 25 ) Ak Ak 2R 8. UKPDS it
FeR I R 2L 25 WA )T 6 4F B A1 Th E H s
BfifE— 2L 0GR 27% . HJRETRE 5259 F3E S B
T AR, R SRS g ATz
(8] 1) 5% A AW 2

A ST A B, Bt 1R 2 25 0 4 51 A Bk R A 1) 5 ik n]
DL SR A1 55 5% 10 K BRI 2R 4 M INS -1 T

- 100 -

1T 75 — & IR & 2% fie 0 790 2% T R AXT A= ) i s 37) 4% X IR
5 B NP TSRS/, 5 Maedler 25 A" 9 HF5T
SR — B, S WETE A 25 W LA [) ok B2 A [R) AR F I ] R
(98 T2 3R 2 R T B R X BRA, SR I8 K B, Bl 25 )
W BG I, 25 W U IRk TA) %) B4, A0 i i) O T AR B
W o, o e 25 W AE T T 40 i 96h T DL B B Y
DNA Ladder i T= 2547, th 7 F AT 55 50 25 W e B 1E
SRR IR b 25 W06 7 B9 AR K 25 Wk 2
4 s i PR B HT 2. Smg A% A IR, & TE I3 H Y
250 e BE & 72ng/ml (0. 15p¢m01/L)’SJ , T AT
0. Twmol/L & SUA KA FI A0 L 4h BI AT 5| 2R B
20 B A T B SR Xt R 4R S AT R T 2 FE At T
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FH B TR] (9 22 4 B 25 1y e E 9 384 0, g B B 400 M 9 T
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LT R R AT AR Yy %) 1B & B 40 B Y 04 T 52 i
BN, BERAEARE RE bl DIfe vE e i B 40 e 3 A
W T

Jife & 2R AR A TR XF IR 8y B A A R T A AR el
RE 5 ™ A BB R MR B A G R B 2 A s R
HORBENRIE LG, 5 ML 2 R85 5 U, IR XEFE S
ST TS AR S I IR R i, AR T,
T2 J5 B AN IG5 RO & 3%, 7= AR T IR S 24 1 4k Ak
R BLA I F T T i R AR R A A i
BACABTE R B 40 tohn R 1 5E m w38 1 4
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BH kSR (allergic rhinitis , AR) /N FUBERL BT ¢ 43 28 (4 %) 4 BR 1 [ 28 R B (SEB) FBP{E & H (OVA)

TS, AR BT g E . ik ¥ 40 2 6 ~8 Ji Balb/c /NRBENLSr Jy 4 21 :OVA 41 SEB 41, OVA + SEB 41 £ #Eh /K 41, If 4t
SE/NBRAR BIRY , SR BT IR B3 o B A AL/ BRI DR E R I 43 VE TgE R TL — 4 (K S, O 4 S B AT A ZUE 3 2 W g%
LR OVA 4 SEB 4 .OVA + SEB 21 K A= B 2R 7K 21 /)N BRI e AR PE 43 43 51 & :0.90 £0.99 .0.70 +0.82.6.80 +1.03.0.60 +0.70,
OVA SEB Z H.&( S P <0.01,4 4312 & X, B OVA + SEB 41 & i 6 1 L B 19 AR JE 2248 . LT TgE JKF- 435128 25. 41 =
3.87ng/ml 20. 11 +2.23ng/ml 122.72 +5.68ng/ml 18.67 +2.00ng/ml; 1L — 4 /K43 5]k 27.37 +1.52pg/ml 24. 05 2. 13pg/

ml 63.73 +3.81pg/ml 23.50 +2.62pg/ml , % OVA SEB B ¥ Git%E L., &it
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The Study of SEB/OVA Allergic Rhinitis Mice Model. Ma Jing,Liu Tao. Department of Otolaryngology — Head & Neck Surgery, First
Clinical Medical College, Shanxi Medical University, Shanxi 030001, China

Abstract Objective To establish mice modle of allergic rhinitis( AR) and to study the role of Staphylococcal enterotoxin B( SEB)

and ovalbumin( OVA) in the modle. Methods

Forty Balb/c mice were evenly randomized into OVA group ,SEB group, OVA + SEB

group and normal sodium group and AR modle was established. The symptom scores,total serum IgE concentration, IL -4 concentration

were analyzed by factorial design. Meanwhile, the morphology change of nasal mucosa was observed. Results The symptom scores in

OVA group, SEB group, OVA + SEB group and normal sodium group were 6.80 +1.03,0.90 +0.99,0.70 £0.82,0.60 +0. 70 respec-
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