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(1. AR E Rk I e d® AR 7190005 2. 2 M £ X 20 % ERILUSA HH 2 730050)

H OE.A® RO FT AT SBES TREAOBEE B @ Hrh, $ & A 30mM # &4k
INS—1 0 8y 2w, n AR R R 49 403 K35 (0.1 pM 1.0 pM F= 10 wM) #47F 71, 68 5.6 mM % 84 F 2 454
F AT, it MTT #m) INS-1 48L& # Real time PCR # Bk £ % TRX  TXNIP mRNA & ik &4, A B2

o, JF kM 3 5

LEMR B E ST A EREAN XA MmN A B A ERKTE, B8 KINEFEMF

T, SR AR F4EiE L A TXNIP mRNA 2% Fifl TRX mRNA &k 4 INS-1 28 A ROS & , A Mk B )
ik f 4 K@it T8 TXNIP mRNA | £ TRX mRNA /K-, 4 4F 20 6 1 ROS #94&K-F RS M 5 Z 0
B, B LERBFNREL B WA EEEFIRAEA R A,

KGR AARRA RS B ML R R RAL R e AT
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W5 DR 95 A2 — i LA v I8 Sk R i 1 A3 1 %
Wi, Haeit, Harat FU R R Tk 2.85 12,
iz B AT A B, Al 13 2030 AF L ERE AL S
ACNIEREDRIG . TR [ B BE e S Gk 9240 T7,
Horp 2 BUBEIRAG B E 5 90 9% LA b TR E A
FEREIRIR R A R EZ M E R 2010 4F 4R
11.6 % M BEYT LA 2% AL 28 26 B 6 5 PR b,
R TAHL LT 2005 4F 28 2015 45 E B TR
I3 A OG0 I A 8 S BN 2 B B 2k 3k 5577 1236
TG MR C N e 3 [ % 2 A R p ER A
L TIA: [l

[R5y B 2 A 2y B B B T BUBR B 2 4 Wb sk 2D
(AR U A0 ) 2 S B 2 OB PR £ A 1) R
P EB RS B 4 A 2 RE Sk B r AL TIAT) A 58 42
3 P S R 31 e I e = N1 AT = R TR
JI P A IR 2 T M DR s L SR A
F K (R AL D) BREE S AT R,
Vo VAR ) 2 A e AR PR | R TR I A L
FT, SRS R A A

41 5 KA (Salidroside, Sal) X 44 2,4 - F H
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LHE-B-D-HEWEH, & 25 2050 R 1Y T B0 1
Wz —. EEWMREN, A KRITHPUIEST P
% BUMIE PrEfk P R RESE 2 Rl iE
P B UESE , 41 5 K AT B8 a3 3 hn bt S Ak
it} (SOD ,GPx ,CAT ) 41 il S Ak W 38 S I, 2 7 /7
FRUBE S K ar i AT IR RS A a2 1 15 G
PU HepG2 21 i 71 255 5 04 A1) FH OB D4 ) L
S HEFFE TSR S5 B 40 i 4
HAEHIFAA

AT i AR AR 37 INS—1 B 5 40 i, 384+t
CLo RAT X R R FE A W S 75 45 A4 R INS -1 4 i
B 5 2253 W KPR AR P RO
1 MRl5H%
1.1 #Hfmied 25K AILEERR
FAE AR, K EUINS -1 BRI Zm 40, W B
2 E R EA P S A R 0 (ATCC)
1.2 FE&2XAAME RPMI-1640 Bi3ede, g4
M3 ,0. 25 % JHE# ( Gibeo, 35 F ) ; MTT &5 ( Hy-
clone 24 H], SE[H) , K BRI 5 2R M K A i 1ol R &
(R&D 2~ H], 32 [H ) |, Trizol iXF] ( Invitrogen, 2 ) |
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M- MLV JZ %% 5% 3K 5] & ( Thermo, 3¢ [€ ), SYBR
Premix Ex Taq {7 & ( Takara, H 4%) , BIO —RAD
550 FURGEHRAL ( Bio—Rad /A&, 35 [ ) , 16 Pk A4 T
RAG A REWH AT, HE) ,BCA HH
S £ ( Pierce, 5 ) |, 41 i 1% 3248 ( Thermo,
EHE) , 7t E = PCR I (Bio-Rad, M)
1.3 Real time PCR 5145 WL#E 1,

F 1 real time PCR 3|4

HE B2 3151 (5-37)

Forward : CACCCAAGTCCCGTCGTGAAT

Tnsulin
Reverse ; GATCCACAATGCCACGTTCT
Forward ; GAAGCTCCTCCCTGCTATATGGA
TXNIP
Reverse ; CCATGTCATCTAGCAGAGGAGTTGT
Forward ; TTAACGAGGAAATTCGGACA
TPX
Reverse ; AACGCACGCTCATAGA
Forward ; ATATCGCTGCGCTGGTCGTC
B-actin

Reverse ;: AGGATGGCGTGAGGGAGAGC

1.4 FT%

1.4.1 w3z iRBA 5Mm  FHE 10 % IG5 i m
T4k 45 Z 0 RPMI — 1640 55 37 W (% % %49 ¥
11. 1 mmol/L) ££ 37 °C, &% 5 % CO, [fE R FR46
MR SR INS—1 4, FoF 4 A b T X B4R K, DA
10*/mL 1120 M2 B2 4l 6 FLAN ARG IR, 4 il A= K
F| 80 % Rl % BE I, AR 5 355 3% 5L B I A 1 43 N
], K At L o3RS AT 500 (ML A L3R 2)
P BESZIG 20 20, A0S [ 0% 37 3 B[] ok B 24 9
JE R SR 48 /N, SRS AR SEES H A T T — 2550

IV o

K2 WS REREN

W A e

PIHEFBZL(NC) 5.6 mM # Z48+RPMI-1640 33k

& 4840 (HG) 30 mM #] % 45 +RPMI-1640 377 i
0.1 pMSal+30 mM #) % #5+RPMI-1640 35 7fi%
448 (Sal) 1 pMSal+30 mM # £ 4 +RPMI-1640 3% ik
10 wMSal+30 mM 7] ) 4+ RPMI-1640 33k
1.4.2 22% R3F AT INS—1 @@ hiE ) % ok 64 ) 2

SR MTT A 21 5% K X6 R B INS—1 21 3%
Jittsgm, BOSBCE R ) INS-1 40 i, 5% 40
JHL BB B 1< 10 A4l ml, 43511 in A %1 96 FL
M, 4L 200 WL, & T 5 % CO, ,37 CHHIR B F- 48
FFE 2 NS, Sal A3 A 0.1 pM, 1 pM,
10 pM LSRR Bl 6 R AL, dhshs 5% 48

I, BRIG LI 20 WILMTT %3 (5 mg/mL) ,
YLy IR 4 NS 2R R R A 150 pL A
WAR, BRI B E Y 10 43580, 4 4 7850
fift o 450 nm FMFF IR A FLAIBOGE, IR H
Xof BEZH A0 3% 13 HE 100 % , Se¥hE S 3 K, A
L A7 05 %8 (% ) = (S5 L OD {H - % L OD
fB)/ (X HEFL OD fH-JHZFL OD fH) .

1.4.3 5802 % PCR #&n 48 % mRNA &k M
P Trizol 5 42 40 i B RNA, 28400 6 06 8 3
260 nm{ K17 5E 7, $% B InvitrogenM - MLV
Sk R SR TR T G 5% . Real time PCR ;
4 H8 Takara /A F] SYBR ® Premix Ex Taq i) & i)
WA THRAE . RN 55 R 195, 0 C FAE 3 min,
45 NMIEHR(95.0 °C 5sec,60 °C 30sec) , HiHE R
FA B-actin YE N NZ , i Excel 4%+ B-actin 7
A FES RNA J6 3R BE (Cr) dEA7 380 M, i
2R b RN, T E Y 3 R SR T %

NE,
1.4.4 @l RFREERAE LN  FRBRF &
A5 BRI TR, IR FREE 48 /NI 45 4 4 i

PBS Mk 2 ¥k, il A DCFH-DA 37 C &1 FigH
20 438 J5 2 G B AR ORI 488 nm UK I K,
525 nm RSP T DR EE

1.4.5 BB ZHLE0AN(BKALE) 4
L IEFE 48 /NI 45 AL A b3 v A IR 5 2R K
£ [E R&D 24 A Elisa 3871 &4 MULH A A0
1.4.6 %itFrx RTEHAITIRER,
BRI B 2 A E A SR R s Al ] SPSS20
ST A HEAT B, BdE DL (mean£SD) w41
[i) bl feft FH B R 28 7 25 430 A, 4l 18] B3 bon-
ferroni %, P<0.05 W\ A GLit# 25 5 ;P<0.01 1A
A B ENESR,

2 R

2.1 RERELZ T RF AT INS-1 FHegFm
ISR 48 /NI G As i MTT SEEG KGN INS—1 41
MM, 2R 1 R, EbELL INS-1 4 A
A P % IR 40 B g B B A ( P<0. 01) 5 41 5%
FAFLH 5 A LG, INS—1 20 e 40 i 3% 4 30 ok
FERHE T e A 1.0 pM 10 uM £0 5 KA
J& , INS-1 4B 3% ) 5 mdE L AH L, AP ge it 2s 22
H(P<0.05,P<0.01), JIA 10 pM 250K H,
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INS—1 403G I T BAMEXT BRLH 40 it , FR 21
S R AT LA 20 2 e S 300 INS -1 4 e 7% 4
TR,

Cell viability
(percentage of NC)

o o =

- Cd »n

o
o

M
N G (um)

B1 %4348 D &L INS-1 @i/ (n=3;" REM
VExt R L BB R M it ks R T AN TIRALS A S
BRI 8 Geit LA #/ ¢ R T P<0.05;##/ % x kT P<
0.01)

2.2 J&E & mRNA Ak B 5 akk-F o 4ri s
Bigr 48 /NI B 2% 2H 40 i, 42 B0 RNA | 52 58 &
PCR #:ll mRNA FRIk1EAL , S5 RWE 2(A) Fis,
e B 2L 1 5 R mRNA 3235 58 [ %k 21 B I A1
(P<0.01) ,IMALLF RSB 3R mRNA KiBH
re BEAEL R T B R AORSE : 5 (H B RO e B 2157 K
HEH IR S 2 mRNA 75T B M B

AR KT S7 48 /N 45 AL 20 it b3, G0 i B 3
SIUAMESL . ANEE 2(B) R, AL SR 5 4% 241
200 R IR 5% 220 D 5 v L W B RO v (LA
T B X R

S &
(A) (®)

B2 420325 48 B &40 INS—1 40 ik ik Fe i ik ik By 0%

W, (A)FE 8 EF PCR # M Insulin mRNA 4 & ; (B) 85 % 9% %
3 LA PSS RAT, (n=3;  RAM MRS
PABAZ A it A R T B TIRAS NS SAEAZ a6
it IR #/ + KT P<0.05;##/ « * &7 P<0.01)
2.3 TXNIP #= TRX mRNA &i& T4 IR FF
48 /NI AL A, FEE RNA, SEE 5 S AG I TXNIP
FTRX mRNA RKIRkEHL, Z5R K 3 Fow, bl
24 TXNIP mRNA R BB M4 &, (i A 2L
SERAFJE TXNIP mRNA 387K P-4 w2 W 20 41 g 1
P BEARIPE AR, ITTAE R B A5 , TRX mR-
NA 22 35 7K -4 9 %oF 18 21 I 4 P& 41K ( P<0. 01 ),
IMALLE RS , TRX mRNA F£ikTHE

ression{fold)
expression(fold)

Relative TRX mRNA
Relative TXNIP mRNA

&

RS (WM) @ e (M)
i 4 Y g i
®) (8)

B3 4413448 A BF A28 INS—1 29 TRX , TXNIP mRNA

FEAKF, (A) £ EF PCR A7 TRX mRNA &k ; (B) &2
% PCR #1 TRX mRNA &3k, (n=3; * RAMBRAFTRAAL F
P2 A 6 Gt I AR T T RAS A L BB A W%
A # R P<0.05##/ + x R P<0.01)
2.4 mALN ROS K-FEZAL  BEHUKTSR 48 /NET )
TN AT Y ROS K, 25 R WE 4 PR,
TR INS—1 41 ROS A& 4 B %ot HE 2 1 i
EFH(P<0.01) , INAZLF R4 4 INS-1 Zh N
ROS A5 JSKP-AHE T e WA B SR HRORSE A 174 [
ik, Z05 R RERE AN = BB 25 16 T INS—1 40 g N
ROS £,

S 2
] 2
¥

Interceliular ROS level
(Uiwelly
5}

S s M)
ig i

B4 535548 ) af &40 INS-1 @ e fe A ROS A s e,
(n=3; « RS B SABM N 69 563 5 A AT 2
TR R 5 B AL 69 Git A # R R P<0. 05 ##/
* % &= P<0.01)

3 itie

AHFFE T 30 mM ik EE AT AT R B RIS
B 2 AR AR W] INS—1 4 IA SN S IR w5k B
A R A S5 AR AR EAE IR T (thiore-
doxin interacting protein, TXNIP) mRNA L T AR TR
SR 1 (thioredoxin, TRX) mRNA 2235, fff INS-1
M ROS FH , INS—1 4 i A 47 /K F T %, 37 1
AR 5 2% 1 23R R 43 5 T £L 5 R 1 3d i i TX-
NIP mRNA | | TRX mRNA 7K, 4 +F 40 i 14
ROS AR, FHi T INS—1 4 A= 17K, 32
JoE 5y Z A A3, UEPRLL S KA HAT R B 41
ML LIRE

JoR 5 2R R Ry B AN ML 0 A P I — BE S
FEAR AR R S I BRI S B AMH0 1 3 2 iy
[ 2R o3 B B S W PR K AR B — > R R
1 B 2 S BOWE B B8 R PN ot A ek R Y T
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JER 5 B 200 M X I AR v R R R R RSV BB P 1
IR BE A B AS RE RS sh S b S M 5 0 B Al B ) 3y
REAERE, S b, KUY o i 2 Gt 2 R AL
il B R G B Ar Wb B B A AT 32 5 R
CMEREME” ) X OO AE A B ALk EA
TOEMETER ) BRI R M R
ZFPrT REHL ]« R 5 R BE R R B E K
W AR RGN T RAE RN BRI B, o
AL B R SR B 40 i T BB Bk G Y 32 2R
SRR S U= (1 D) S % A NS EAWY i R
(metabolic flux) , 51 #2 4 [ o1 3 /= 0 &, & 5
EVER AN G N ¢ 1 et I Ok Rk
TIRIES B AN, S FEURE B ANEIE T, R
S ZR I Sk 218200 s PRAE S S PR
TR AR AR BT N R A U bR R T
T FERATMBE S P X — 45 S R T
WESE

TRX &%t (TRX, TRX it J5i i, GADPH) J&—
FIT 2 AEAE AR R R S, 404 B 11 ( thiore-
doxin , TRX ) i 13 47 L 25 44 i ELAT 34 BB I 19—
FEVEBR ROS ; B 48034 J 26 11 AH E.AE FH 25 F ( thiore-
doxin interacting protein, TXNIP) J2 4l ig P 5 PE 1Y
TRX A5, 38 1 45 & TRX 102 b 20 2 5% JL fd
TRX & LHUAARES P . kR ARG 95 INS
—1 0, WA BT MDA T, 5 2R 4
KT RE X —450 SATFFEALT . 2 AU IR K
BRLIML ¥ 3t 48 AL W ( SOD/CAT) 7K F-F&AE . MDA T
1o, IR S A N TRX A i R 2R 3R K PRI,
TXNIP % 7K Fh 5, TRX HAT (547 15 52 40 i o)
RE' . TXNIP RERMSIR MRS B ANAA T, HIEH
JEPEE S INS-1 i M &5 3k TXNIP, 1 P 0K F
Thr, HET KT 10 /51 E e fe s is S
JBEEy B 4L TXNIP =223k, IS 305 B 41l
JHT, TXNIP ik TS B 40 i a2 A
By ERY SRR S .

AW ST UAE 2 A /K IR W 21557 K RE A% i
YT TRX EALIR R R G R IE RS B AR 1
RTS8 4 i 5 (R 5 o s 44 T o7 1), 2L
A HEEIGIRE X,
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