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Effect of TERT and p—Akt on the apoptosis of islet B cell

Du Xiaoyu',Gan Xiaguang®,Lei Xiaotian? ,Chen Liu?,Zhou Lina?,Chen Bing’,Wu Qinan’
(1. Department of Physical Examination ,the Ceniral Hospital of Fuling;2. Department of Endocrine ,
the First Affiliated Hospital of the Third Military Medical University)
[ Abstract JObjective ; To ‘observe the inhibition of phosphorylation serine/threonine kinase (p—Akt) on expression of TERT and to
explore the effect and mechanism of apoptosis on islet B cells in high glucose and lipid intervention. Methods ;Islet B cells were
randomly divided into normal control group,Akt inhibit group,glucose and fatty acid intervention group,glucose and fatty acid
intervention +Akt inhibit group. Cell apoptosis was detected by TUNEL and flow cytometry;the protein expressions of p-Akt and TERT
were detected by Western blot;insulin secretion was detected by ELISA. Results ; Compared with those of control group(apoptosis rate;
(2.88 + 1.25)%;insulin secretion; (0.65 + 0.10) ;p—Akt; (0.80 £ 0.07) ; TERT: (1.63 £ 0.12) ,islet B cell apoptosis rate(38.25 + 8.63)%
was significantly increased and insulin secretion(0.40  0.09) was decreased significantly, expression of p—Akt(0.55 + 0.05) and TERT
(1.03 £ 0.05) decreased significantly in glucose and fatty acid intervention group,with statistically significant differences (P<0.05).
Compared with those of glucose and fatty acid intervention group(apoptosis rate: (38.25 + 8.63 )% insulin secretion:(0.40 +0.09);
p-Akt: (0.55 + 0.05) ; TERT: (1.03 + 0.05) ,the apoptosis rate (62.00 £ 7.13)% was significantly increased and insulin secretion
{0.23 £0.10) was decreased significantly,expression of p—Akt(0.28 £0.07) and TERT(0.61 +0.07) was decreased significantly in
glucose and fatly acid intervention+Akt inhibit group,with statistically significant differences (P<0.05). Conclusion :Inhibition of p-
Akt expression may increase the apoptosis of islet B cells induced by the glucose and fatty acid intervention,and its mechanism may
be reduced expression level of TERT.
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Fig.1 Protein expression of TERT, Akt and p—Akt in each group
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Fig.2 Protein expression of TERT in each group
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Fig.4 Protein expression of p—Akt in each group
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Fig.7 TUENL staining of H group(200 x )
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Tab.1 Apoptosis rate,insulin secretion, expression of TERT Akt and p—Akt(x +s )
L] TUNEL(%)  WKAHIAR%) Assomm TERT Akt p-Akt p-Akt / Akt
- (n=8) (n=3) (n=6) (n=3) (n=3) (n=3) (n=3)
C 2.88 +1.25¢ 5.00 +2.35° 0.65 = 0.10" 1.63 +0.12* 1.52 +0.39° 0.80 = 0.07° 0.54 +0.09
S 3.63+ 141" 3.57 £ 1.55* 0.58 +0.12% 1.63 + 0.04* 1.50 + 0.29* 0.53 + 0.09" 037 +0.12"
H 38.25 + 8.63" 22.57 +7.60" 0.40 £ 0.09" - 1.03 + 0.05" 0.95 +0.07 0.55 + 0.05" 0.58 + 0.09"
HS 2 62.00 +7.13* 58.63 + 8.90* 0.23+0.10* 0.61 £ 0.07* 0.93 + 0.06" 0.28 + 0.07* 0.30 = 0.06™
FR 205.200 54.350 19.590 128.202 5.304 26.189 6.627
P 0.000 0.000 0.000 0.000 0.026 0.000 0.015

HCH Y CS B LA, Posi e =0.7945 P g o kom0 % =0.778; Prsi=0.28 5 Pri=0.959 5 P,=0.924; P, 4,=0.002; P, 41=0.05;C HY5 HAE,
Prsa FURE =0.000; P A A W T =0.007; P\JSAFO-OOO? Pﬂ-‘.m‘:o-ooo 3 I’\kvz()-()23 5 P,» \LF()-003 5 P|M|u/‘\u:0-572 ;H é’ﬁ t‘j HS ﬁii Hﬁfd s Prover R =0.000;
P yemsse s =0.0005 Pysy=0.012; Prpg=0.000; Py, =0.899; P, 4=0.002; P, yyu=0.005;a: 15 H 4LHLAL, P<0.053b: 5 C HHLEX P<0.05
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