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% B oG B2 IR RENR I B 3% (STZ) S ok U %5 FR R 4 i (INS- 140 ) PISKY Akt 53 B FIobl 2 i
HIRHETER . 7 i SEB DMRSMRG 3 HOINS- 1AM A T 528 G BERLA o L2, 1E 9 % B BRI | 24 ik | Aktl
FIFILR Akt EhFIZH . i 3R 1 BRI s et 9 e S PCRIAS: 2% 43 4L AN Al MG IR U LS. 3- 154t (PI3K)
R B (Akt) , BERR SO IR-1 (PFK 1) , 6- R SR Bi-2,6- WAL (PFKFB2) 18 9 AmRNAR IR L, 4
X SIEHAT IR L, BIRIZAPI3K, p-Akt, PFK 1, PEKFB2# 8 11 F ik B3 R (P<0.05) s 22 R4l SR M L
PI3K,p-Akt, PFK1, PFKFB2 8 [ %35 i 2 04 5 (P<0.05) ; Akt 13 FI2H 5 22 Jie2H AR B , p-Akt, PFK 1, PFKFB2
)8R 705 W E R (P<0.05) s Akt 1B A4 5 22 R4 H LE , p-Akt, PFK 1, PFKFB2i#) i [ 230 BT, &
ZHINS-141/ahPI3K, Akt, PFK1,PFKFB2 mRNAMJAEfL SR 5, 4 2BAFSTZEHRINS- 14110 %
FERR TR HLE AT B R , 01 Akt S IRIPT3K/Akt]S 5 108 B S i i 2 %
JeRltin . 22058 s BEPR DS s INS- 14 ; PI3K/AKtE S 1% ; B A
RS . R587.1 CHikbrGRS: A SRR : 1004-6879(2024)03-0181-04

Regulatory Effects of Sericin on Glycolysis of Damaged INS-1 Cells through PI3K/Akt Signal Pathway
LI Yu-xin, HAN Si-yu, YI Meng-ya, LI Jing-yao, CHEN Zhi-hong"
(School of Basic Medicine, Chengde Medical University, Chengde, Hebei, 067000, China)

Abstract: Objective To observe the regulatory effects of sericin on PI3K/Akt signal pathway and glycolysis of INS-1 cells
injured by streptozotocin (STZ). Methods INS-1 cells cultured in vitro were randomly divided into five groups. Normal
control group, model group, sericin group, Aktl inhibitor group and Aktl agonist group. Western blotting and real-time
fluorescence quantitative PCR were used to detect the expression of phosphatidylinositol-3-kinase (PI3K), protein kinase
B (Akt), phosphofiuctosekinase-1 (PFK1), 6-phosphofructose-2,6-diphosphatase (PFKFB2) protein and mRNA. Results
Compared with the normal control group, the protein expression of PI3K, p-Akt, PFK1, PFKFB2 of INS-1 cells in the model
group decreased significantly (P<<0.05). The protein expression of PI3K, p-Akt, PFK1, PFKFB2 of INS-1 cells in the sericin
group were significantly higher than that in the model group (P<<0.05). The protein expression of p-Akt, PFK1, PFKFB2
of INS-1 cells in the Akt] inhibitor group were significantly lower than that in the sericin group (P<<0.05). Compared with
sericin group, the protein expression of p-Akt, PFK1 and PFKFB2 showed an upward trend in the Akt1 agonist group. The
change trend of PI3K, Akt, PFK1, PFKFB2 mRNA expression in INS-1 cells of each group were consistent with that of
protein. Conclusion The protective mechanism of sericin on STZ-induced injury of INS-1 cells may be that targeted Aktl
affects PI3K/Akt signal pathway and enhances glycolysis.
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BRI T — P A BRTEA T , T 220304 2 BRBEIR
973 SRR AN BCREB 26,4312 BEFRIRI AL AR & A 5
H L AERERI 2 PR e BB R S A I, B
RIS, W MG A LI-3-3540f (phosphatidylinositol-3-kinase,
PI3K) /2 4 #1#B (protein kinase B, Akt) {5 5% S 51
% 1t B AR A A, BRI, PI3K/ Akt
155 10 % e AV 5 5 SO T 00 2 AP S Tl e 2 2R
T4t (phosphofructokinase-1, PFK 1) 35 T A, bl firt il 72
ZA . R R, 7 AT DS Aok VA b R S AR
I B3 AV LB , DAY 36 97 B DR o AR DR 4 i S S
KB, 2 e ELAT W S A0 AV B Y 7 D, AL 22 g o i i 1)
LRI AR, ASHFZE LAPI3K/ At 530 B VR 2 b i i
FIOIN IS TR AT SZARINS - LM & A A e F I ]
FREALE
1 #MR5FE
11 EBH#

R U B ZR AN R iR i i (BRI 1558 5
STZ. #2584 (5 Sigma’s 1] ) s RPMI Medium 1640 basic
(1%, £ EGibcoA H]) s B-3ikk CHE (LR R E) sB-actin
GBS DU (25 E Abclonal A 7)) s PIBK S 2 vl i
R (3 Abcam A 7)) sp-Aktabi 2 wibEHiAk (SEECSTA
Al) s PEK1 % bi % sebE btk (BRI =18 ; - R b -2,6-
 #kM T (6-phosphofiuctose-2,6-diphosphatase , PFKFB2) %,
Pi% mBEHUAR (ZEE Abclonal 2 1)) s bR it S AL Bt b i
*EHifleG (EEKPLA ) sPCRE [ (_FilitE T THEA R
2T,

12 w3 55800

INS- 14114 R AERPMI- 164055 37 & (£ 10% 06 24 i
150 pmol/LIB-3i2k E) .37°C 5% COMEFE s 3w, B
SR A RIS TS5

INS-14HEBEAL A 54, 1E# % HELH (R PRI 254
ALFR) BIRIZH (10 mmol/L STZALPEANNI24 h) 22520 (10
mmol/LIFJSTZ, 600 pg/mLIY 22 3L R AL BRAN 124 h) , Aktl
FIF51ZH (10 mmol/LIJSTZ, 600 pg/mLI22JE: .03 umol/L
A-674563 L ML F 4124 h) Akt1i#EhFI2H (10 mmol/L
MISTZ.600 pug/mLIYZ2IEE 0.8 umol/L SC79F: Ml 4bFE4H
fif124 h),

1.3 &G fpiEHAARINS-149 8 PI3K ,p-Akt,PFK1,
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PFKFB2% & #) kA

ZyPE 24 hIG RIINS- 1AM I A RIPAZRARIE (5
1%HIPMSF) , T-80 CURFiit 77, $RENALIINS- 140}k
BEA,IREBCARK [ & 2 A7 & vt I B AE, e
EAWRE, L EREEA30 ng, #47SDS-PAGERE R H
Tk (53 B IR BE 12% , MR A IR B 5% ) , T 120 VLK S0
min, 150 mATHREELS h, AEHEAEER K Rl
I (PVDF) B L, H & 5% Bils Wik (I TBS THE 12 h,
ATBSTHRERIHUA R LR , 43 3 API3K (1:1000) , p-Akt
(1:1000) ,PFK1(1:1000) ,PFKFB2(1:1000) ,B-actin(1:
10000) , E ik A2 h, TBSTIH B /G IMATBS TR —
H1(1:10000) , EHEPFF 1 h, TBSTIEDE)S , Super ECL Plus
BRI TR IR 40, e fa b i 3 43 S5 L
B-actinZ&AHF K FEAE , 18 il Image JERAES3 T & HOLLAA,
FEA & Fabr s AR IR KT
14 % %2 FPCR& & MINS-148 BPI3K , Akt ,PFK 1,
PFKFB2 mRNA# & i

2324 hig B INS- 140 FIPBSTE T — il , SR )5
{EX AN IMA TrizoliE ik , B0 5 B EJZ7K A, it
SRR TRIUARNA, I E S HRNAR EH 356 5%
cDNA, FECEY R Witk R AR IE20 uL, R4 3
FPREATY RS, SRR S 955 (5 T i
TTRARAR) R, DIEAREMfabres IS H R
GAPDH¥S DUEUH ELAATE A % H BB RImRNA B R R
BT, RAAR2CERANBHCTHE I TE BEE
i

A1 BARERY 3] %A 7

AEiER 1P (s-3)
PBK F: GATAGACCACCGCTTCCTCCTC
R: TGCCCTGTTCCTCTGCCTTC
Akt F: ATCGTGTGGCAAGATGTGTATGAG
R: AGGCGGCGTGATGGTGATC
PFKI F: CCATCGCCGTGTTGAC
R: CCGTGAAGATGCCAACTCGTACC
PFKFR) F: GGTCAACAGAGTTCAGGACTACATC
R: ACAGATAGATGGTGCGAGGATGG
GAPDH F: GACATGCCGCCTGGAGAAAC

R: AGCCCAGGATGCCCTTTAGT

1.5 %itFaE
I FISPSS 25.088 22 R A Ab PR K U , 1E 2555 1R AG 55
P>0.05HF, 2H 1] Fe 482 % F B PRI 38 05 25007, WS EL AR
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FHLSD-#4&55, AP<0.05h 2SR A G . FE5E
WL (725) TR,
2 HR
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b8 kk

IR AL, BIRIHINS-140EP 13K, p-Akt,
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HAHEL , 22 HINS- 120 ePI3K , p-Akt, PFK 1, PEKFB2/) &
HRB R EEE (P<0.05), SZKAMEL, Akl 7]
ZHINS-14HEPI3K Y 8 H R IATCH B 7% 55 p-Akt, PFK,
PFKFB2(1) & [ FRIE W R#E (P<0.05) ., S5ZJRAMLL,
AktIEFNFILHINS -1 40P IBK Y & 1 T b TC W I8 25 5%
p-Akt,PFK1,PFKFB2%& (A &KisAf EIHa%, L1,
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S
A1 %%E&%NS—I%H&PBK,p—Akt,PFK: ,%PKFBM
EHRE
A.PI3K;B. p-Akt;C. PFK1,D. PFKFB2;"'P<0.05, " P<0.01
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SIEH A AL L, BRI AINS - 140 HIP13K , Akt,
PFK1,PFKFB2ImRNAKIE B #E TR (P<0.05), S
HRIH A EL , 22 HINS - 140 i8P13K , Akt, PEK 1, PFKFB2[¥)
mRNAKIL R ZWEE (P<0.05), 5LIRAHMEL, Akt
HIFILHINS-1 40P 3K mRNA K IE TCH B 72 5+ s Akt,
PFK1,PFKFB2JmRNA KL REIL(P<0.05), 5%
JRREHAREE , AKtTIENFIZHINS - 2P IBK I mRN A 3570
B i 25 5 Akt, PEK 1, PFKFB2/mRNA KA A LFH#as,

W2,
A2 X %EmINS-14 8 ¥ PI3K, Akt, PFK1,PFKFB2
mRNA# XX (7+s)
PFKFB2
I
ikl PBKmRNA  AktmRNA  PFKImRNA IRNA

STl 1.0000:0.0000  1.0000+0.0000 1.0000+0.0000 1.0000:0.0000
BRI 04590+0.0273° 07132400506 0.6749+0.0502° 0.5486+0.1121°
SR 07026£0.0598° 09781+02036" 09127+0.1217° 0.8346+0.1122"
AKtIEIIZ 0.5528+0.1653 0.662140.8914° 0.5424+0.0495" 0.5739+0.1448"
AKIEIFIA 0879300675 12527+0.1260° 1.6734+0.2441° 0.8451+0.2060

*P<0.05 vs. 3¢ 1& 48 ,"P<0.05 vs. STZ48. ;°P<0.05 vs. # ik 4a.
3 Ttig

BRI E A — P PR I FE PN , WRR A “ TN,
S —Fh A TR 0 1 2 RGP 50 , S I R
KERA =207 BI%ik. 2 & 2K HEREY, H
A, BEPRORAE T A R B4R ETE, BRI R 2545
B HTT AU (HX 22 — 2 RIBITE I, % R Y
TG S G, BRI, SRR E, SRR DR
RFERAAD R . LI T i, B DUAL DU
AR T FobikEt A", I, RO A KR &
GBI MY F i, AL AT Se g A, 22 i BLAT
B A R A S A R, 4B 22 e R 45 PR b A FH 9 B AL )
EATERE

i 55 B AR A’ FF S AR af b 7 T A8 A b B
BB KPR R — e TSR N . B 5 BAN D) hE
R PRI PRI ) — K AFAE . B S B 1) 7 2 b S oz Pl
W PRI A ST T B, 3X 5 B4 Dy RE I90R A EFR
— LB, R S RS2 A s Sl s A
s , B i R 308 i FPITBOR 30 % , X PR A5 40 o S B L P 7 2
BRI, RO % bk ok Sz SRR AR 2 4B AT PK-F-1
B, A5 % ATPRIURAIK (KATP ) i i i, S 35018 2
B At H: ELAdE H TR B C o™ T I, A 9 Ca™ P i
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i AL BRI B A — s W LG 1, B P R ) X
AT — AN PSR AR , th R 2R IR 5 R T AE 16 9T
o,

i I A SR PR IR P = PR R G B 3L [ T i 1 25
%, 25X AR A 2 — R PFK1. PFK1F6-5%
PR b AL A FobE-1,6- - R%R (fructose-1,6-diphosphate,
F-1,6-BP) ,F-1,6-BP & fffj e B I At 8 4 1) = e R 0
fEps b K15 % EE/E R BAI EIRfFAE RIS 3R
PI3K/Aktf S , T2 H R 4EHBANIE A A K g
DAR RS RS, A, PBK/AKUE Sl 5%
ol A A 4y 278 o A b ARt 8 DR oD PIBK G AL
JEIR BEAKRERR AL, BERR AL AKtA] FEPFKFB2RIR 1L ,
PFKFB2ERR LS5 %2, 6-RHE b A 34 2% , ki (e ik
PEK1IH AL, 1 PEFR 1B 7 14 DG Sl B kit , A 5 S50h
R AR o>,

ARWFFERIN, STZEERHINS-140IEPI3K , p- Akt F
ik B E AL, R R AR A X PFKFB2, PFK 1 Kk
38 2 B, B0 W1 B BAR M 451 1 ) e i 2 PI3K/ Akt
SR G S BT TR TR, AN S - 120 b 1
i, AT PESTZEIGINS- 141, PI3K  p-Akt,
PFKFB2 PFK1HJ S &85 B E T, Ui 22 i nld ik
TR FRPIBK/AKE Sl , (R IHEINS- 1 4 Ab %A, iX w]
e 22 IR AERYVERIIALI Z — . ARTRELLRTIER H
Label-freext & 8 [ R 41245 & A s 2R BAR R 22 5%
Tl FSTZE R PGINS- 140 iy 22 55k A 317 % Fn gy
BE, T3 22 e % ¥ 1 UV P IR S 1 00 -2 — RTREA
Aktl, Ht, AR FAL LT RIS TZE R BINS - 140
H oy B AL TR 7, 53T 22 e 45 e F i
B, SRER, ST AL, A AP G
p-Akt, PEKFB2 PFKI %KL TR, Z S B A S8 s
IMAAKtIE IG5 22T e p- Akt . PFKFB2,
PFKIEB AT, Bt 2R AR E
St B ) Akt M PI3K/ At 53 P S s b i A S B,

g5 LR, 22 nl il A PI3K/ Akt Sl % , 3
PR, 5 e S B AR, AT XS TZE 5 IN S - 144
MR AFEORAPE T, HERARE FIARE SO Akt 5 IR IX
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