WM oE P E K FE ¥R 2017 4F 7 J 55 37 B4 1)
730 Journal of Hunan University of Chinese Medicine Jul. 2017 Vol. 37 No.7

ASCHUN W AS B R /NEEOOT NIT—1 248 MO 5 3220300 ) 52 Wl 0091 WA+ = 25 K 222412, 2017,37(7) : 730-735.
/INBETROOT NIT-1 2 R & 2% 0 WA 152 i)

Heiz',E B2
(LR AT —BEBE MAHBRE, 16 230 430000 ;2.4 Rk 2% 7] 5 12 e b 78 R 45 S 05 B, i1 6 2 430030)

(WE) Be R DB NIT-1 kS R0 Pa kg EaALR, 7E XA NERTHE, A MIT ¥ &
4% %0, 9% % & Western blotting #% /& /N 88 5 T Tty & 3 R 96 B BRI NIT-1 40 A B 5 & K7 o B 4 8% 38 (L & A 3% B (AMP-ac-
tivated protein kinase, AMPK) & B 0y %k ik 85 R /ANE A E KR E H 100 wmol/L it 3t Fk ap £ o~ Ao i M B 2 2 T W69 NIT-1 40
ML B 3 A A % M0 E 1 R (P<0.05); T /N B2 A A R E F 30 wmol/L B R B W | A SR EF S8 NIT-1 & M6y 3 7
(P<0.05), MNEEB A BREAEEFFHNT-1 @ THA DG, 2 rdFERARES Z 20 (GSIS)# Y &
Ml (P<0.05); M BER X ZH R IR 1E T NIT-1 @K oA T 7 (24 h)Jg B2 ah ik & & 5 0 GSIS ¥ 8 — & & 3 o (P<
0.05,P<0.01), /5% ¥ bL{R 3t & 4 & fE 3% 5 89 NIT-1 % 6 AMPK & &ty & 3k . 8538 B s T ULk % — # AMPK #3% %
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Effect of Berberine on Insulin Secretion in NIT-1 Cells
HU Yayun', DONG Hui?
(1.The First Hospital of Wuhan, Wuhan, Hubei 430000, China;2. Institute of Integrative Traditional Chinese and
Western Medicine of Tongji Hospital, Huazhong University of Science and
Technology, Wuhan, Hubet 430030, China)

(Abstract] Objective To investigate the effect of berberine on insulin secretion of NIT -1 cells and the possi-
ble molecular mechanism. Methods The proper concentrations of berberine, insulin secretion level of NIT-1 cells, protein ex-
pression of AMP-activated protein kinase (AMPK) were detected by MTT, radioimmunoassay, and Western blotting. Results In
ordinary culture medium and in high glucose contained cultured medium, berberine significantly inhibited the proliferation of
NIT-1 cells at the concentration of 100 pwmol/LL  (P<0.05). However, berberine significantly inhibited the proliferation of NIT-1
cells in high fat cultured medium. Berberine, at the concentration of 10 pwmol/L, acutely (at 1 hour incubation) decreased but
chronically (at 24 hours incubation) increased insulin secretion from NIT-1 cells in high glucose and palmitic acid contained
culture medium (P<0.01, P<0.05). Berberine could promote the expression of AMPK protein in NIT -1 cells induced
by high glucose and high fat. Conclusion Berberine not only acts as a AMPK activator to regulate insulin secretion, but al-
so may affect insulin secretion through other pathways.
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TE 2 RUBE DRI (0 9 it B2 o I 0 2R KB A
5 B AT REZBUE N WA EEMR/A TS
o AR PR R DR B AN A — T AR 4y
WA 5 2R 23 5 R MUK 1 e 9 15 3R LA , ) — 7 1T Y
FRAEPE 3 it i Ry JAREE S | I LB B 40 i T g
Z A, T BOME R 1 kA, X — i 2 AR IR
g T I 2R 3 b R O O A 2 3% W S R A IR
BT AN R AT A . RS B A D fE
3 Ao 43 0 i A 2 AT A 8 R T af W A 4 T i B
T D2 2 T B2 A 43 0 5 R TR T B 3R DR 2 A
B A R IR 25 01 F2 AR FHAILARI, (R AT 43 —
MUK Bz 55 gt 1) ) 56 626 % 245 ) 3 3k T AMIPK 38 4%
0 Jfe 3 25 0 00 DA 2 AR g 1) R T, — S T
DA i Jige 5 28 %) e b DA 0 3 I 5% 440 i ) BB,
TR T LA 2 1 K 240 B T e A FE I DRIE IE H T g
V18 J 2 00 PO 5 I T AR R 0 R 5 2 4y
Wh PR B AN ) Rt A B R B PR S IR T
(8 — A8 BRI 1) FIBIE 98 348

/NBEDH (berberine ) , X AR N B E , H Al
PR BBz BT 2 OB IR R AT, (HRE
V8 i 0 VR FH LR G IF R B o8 2 M ] . E & E 5L
/I BE G 8 3 A A AR U5 40 A 40 R s L 4a
Jif 45 A T 21 2 TR B 3R R R R S IR YT 2 Y
PR 14 Ty 10T /N B T e B B 4 R R B R
{1 43 W K LTy g 1) 2 el i oK B A A U 4R
HH /I BE B TR S R K AR A TR B R A TR 1 43 A
iMiZhou L Z518I45 75 /N BE Bk 7T 68 38 &F AMPK &
A2 JO0 A JBE S AT JRR 5 Z A A I A e . I, R
B G /N RGBT B 41 ) R 1 5 i, R ATT R AOIR R
0 2 5 S NIT—1 40 i, aF — 25 L2 /)N BE i
X NIT-1 B & B 20 B J5e & 28 43 Wb 1 1 P o 3
YE F AL

I BB %

L1 25955

ANBER R R I AL 2 O E AMPK 305 77
(5 —Aminoimidazole —4 —carboxamide —3 =D -ribofura-
noside , AICAR) . A3 ¥ & 1% fL &5 P 35 16 41 ¢ 771 B
AMPK inhibitor (Compound C) . i & 1§ . 4K 5 i@
(PA) 4 I35 A #E 1H (BSA), %11 [ 26 [ Sigma 2
H) 2R LT (FBS) (1640 5 F7 Hk DMEM = 4 35 5%
e ZH R, B H 36 E Thermo 24w s MTT it

F G Iy R B F R &, ¥ [ b AR
ARWFFEIT (P )
1.2 i35

NIT-1 4 i A v 4 2 e fil 15 27 B 1) NIT—
1 AR 0 A AL K A% AU 1 A b T 200 i 5%
FE, Ay B A 100 UL 5 % % ,100 U/mL 557
R, 10%MG4 MiF R 1 640 5537 3LAE 37 °C.5% CO,
RiFRAA NS SR . NIT-1 40 K 2 70%~80% il
J5 L R AR IR A3 B O W B m R R IR A
V5T 24 h J5 @7 = WS RS B AR
1.3 MTT 525

K F MTT ¥EAG I 20 f 3 58 FF NIT-1 408 L) 1x
10° (1% B $2 80 T 96 FLAR T, FRAHIR ML & 2 60%~
70%J5 , 53 WIHE 56 4 85 32 5k (25 (U6 IR AL, Con) | = b
B 35 3k (R BEA R 2 Mod ) 85 il 3% 97 2k (3 Mg 4SS AR
41 ,Mod) "hEEFE, SRIG I B AT AN [R1 R BE 11 /)N BE
(1 pmolL,3 pwmoll,10 pmollL,30 pmolL,100 wmolL)it
fFrm, g siE 4 ~EFL, TH 24 h)5hn
A5 gL MTT & 50 wL,7E 37 °C.5% CO, §iFE48
HCE 4 hJE BRI, DA 100 wL DMSO, iR
B WA G KRR AR E R 490 nm K I IR YR
L4 JREZR 5 WS

T AL 1x10° 1 % BE RN 3] 24 FLAR D, Fr 4
Ml A=K 60%~T0% il G J5 43 90 45 T A [R) 1) 15 73 5k
(FERE AL bR IR RS ) B FE 24 h
JG T LB, BARTT AR 3 R i 5 3
JC K Y 5T bk 2% wh i (KRBH ) [NaCl 118.5 mmol/L,
CaCl,-2H,0 2.54 mmol/L,KH,PO, 1.19 mmol/L,KCl
474 mmol/L,NaHCO; 25 mmol/L,MgSO, 1.19 mmol/L,
Hepes10 mmol/L,1 g/L 4 ¥ & 1 ,pH 7.4]5% % 1
W, SR HIAR A B2 9 KRBH 10 & 30 min LA
4 b+ FERIACEPIRES , 7 25 KRBH, FRKf 45 Fh 2%
PR KRBH (2 A %50 2.8 mmol/L, % i % #i
16.7 mmol/L , & /NEERHFF: [R] i} 5 i 2 B 2.8 mmol/L
& 167 mmol/L, F KGR 04 mmol/L. % /)NEEfidi IF:
I & A HETR 04 mmol/L)ME & 1 h, U bW
TRAFT-20 CRFI, O G928 1570 85 I 7
1.5 AMPK & 3Rk %

W NIT-1 208 TT et e e 75 5 24 h 5 S U
FI RN R B, R HUR R 30 pg, 704
8 22 FLE 20 (100 V,2 h) AN 5 B (278 mA) iF
FPHE I 45 min, $ K% NC I )5 FH TBST % W AE
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FIRIAE B 2 h WA —PUFE 4 Cil i, i TBST
VR 5 KR 10 min, SRIG A PV 1 h,
TBST 9 5 ¥, 8K 10 min, #zJ5 HOdyssey R4Ge4
AT . b —30 o RAT AMPK (1:4 000
), ZHUN ORI P EL(1:20 000 7R BE) .
1.6 Giil2E ik

FH SPSS 16.0 et 2 #4740 4r, T A B dls
BIH “xes "o AL IR) L ER FH SRR 225 25 43 BT (ANO-
VA),LL P<0.05 AZESASIHEE L,

2 R

2.1 MTT E:A /N BERR T NTT—1 4 i 38 7 () 52 Wi

SRR, 25 I IRAL . 5 X IR4] BBR 0 pumol/L
AL, ZNBERRAE 1.3.10.30 wmol/L A X 41 it ) 84 5
TCHI B, 7E 100 wmol/L Bt Btk B ARG NIT-1 4ilffg
A7 T % (P<005), i BEREAIA] . 5% B4l BBR
0 wmol/L A E , /INEEREAE 1 wmol/L i X 41 i i 34 5 A
PEREFER 78 3.10.30 mol/L Fif 21 FR S BFT I AT T [
/NBERSAE 100 wmol/L B 40 i 1 776 S B . R B (P<
005), FHEFAIL] . 5% A4 BBR O pmol/L #H Eb , /]N8E
BlAE 1.3.10 wmol/L A NIT-1 Z0 Mo 7735 M A K [,
/NBEBRAE 30,100 wmol/NIT™ 48 il 77 1% K W W F f&
(P<0.05), #4120 W3R 1,

R 1 MTT ZAQ/NEERFE AR F 1555 2 Axd NIT-1 20 M i 38 58 0 50 15 A (n=4)
415 BBRO BBR1 BBR3 BBRI10 BBR30 BBR100
EERORE 0.264x0.013 0.248+0.021 0.254x0.021 0.2490.022 0.2410.010 0.2210.015*
e B LR 21 0.165+0.039 0.182:0.040 0.1530.044 0.152+0.041 0.145:0.041 0.1090.040*
i A A 2 0.504+0.032 0.432+0.035 0.435£0.030 0.454£0.027 0.3730.019* 0.266+0.035*

¥ :BBRO,B1,B3,B10,B30,B100, 437 Jg X HALFIAS [) v B2 (9 /NBEG 24 (0 pumol/L, 1 pmol/L,3 pmol/L, 10 pwmol/L,30 pmol/L,
100 pwmol/L) . 5% BAAHMI L, #P<0.05; 5 v WA AL LM L, #P<0.05 5 5 5 AR B AL 4L A I, #P<0.05 .

2.2 /NBEREXT NIT—1 40 15 5% 25430 1) 52 i)
2.2.1 10 wmo/L /NBER T NIT-1 40 ffg L IR 75
5 M TR i 0 2R 23 Wb (GSIS ) IR i T T B8 I 15 % 4
Wh (PSIS ) 1Y 5% ]

SEREMW, 5X A A, 10 pmo/L /)N BEfig it
NIT-1 40 fifg JE APk 25 (GSIS 1 PSIS ¥4 I/, I
%2,

% 2 10 wmo/L /NEEREXF NIT-1 AR EAMPIAZS (Glu 2.8 mmol/L)

GSIS(Glu 16.7 mmol/L)#1 PSIS(PA 0.4 mmol/L)

HY  1 (n=4,mu/L)

415 1B 2 3R 03 W ok

Glucose(2.8 mmol/L) 121.034+22.386
Glucose(2.8 mmol/L)+BBR(10 umol/L) 80.666+13.211%*
Glucose(16.7 mmol/L) 183.103+24.650
Glucose(16.7 mmol/L)+BBR(10 umol/L) 132.478+29.745%
PA(0.4 mmol/L) 201.670+21.201

PA(0.4 mmol/L)+BBR(10 umol/L) 159.214+29.992*

FH R4 BBR 0 pmol/L Al EE, #P<0.05, 43 &% 4 10 pumol/L 5§,
AEAH/NEERL (BBR 0 wmol/L), Jf H. % Glucose 2.8 mmol/L Glucose
16.7 mmol/L /2 PA 0.4 mmol/L ) KRBH T 1 h,

222 10 pmo/L /NEEGE T 11 24 h %t &5 B 5 = 1Y
NIT-1 48 ff Jik 5 22 43 Wy sz e 5 SRR W] SR
oA, /INSERRZE 1) A -0 RO A 0 0l 2t 39 388 fim

(P<0.05,P<0.01); BH¥: %+ 18 41 Rl AMPK % zh 7
ATCAR 41 1 B fith 43 W6 5 96k /0 (P<0.01) 5 B 6] R 20
Bl AMPK #0141l 55 Compound G ZEDH 3l 35 43 0 &5 384 0
(P<0.05), L% 3,

%3 10 pmo/L NEEFRLTFHI 24 h M S HEFSH NIT-1 HA

BERES VIR (n=4,mu/L)
45 St R B 203 WA A R B 2y
Con 153.199+14.661 172.393+16.000
Mod 125.930+17.276* 148.902+18.311*
BBR 208.080+49.680" 265.870+39.506"
AICAR 90.835+13.194* 127.816+15.335
Compound C 153.185+15.550 180.014£13.611*

T 5 X RAL H B, *P<0.05, SRR AL H B, #P<0.05,# #P<0.01. 4341
& A /NEEB (10pmo/L) LAICAR (0.5 mmol/LL) 1 Compound C
(10 pmo/L) ) o i o 75 L4k 2215 T 55 3% 24 h R J5 43 5% Glucose
2.8 mmol/L 1 Glucose 16.7 mmol/L i KRBH -7l 1 J&, Con,Mod,
BBR,AICAR Fl Compound C 435l 3¢ 75 X HELZH | v WIEASE 280 210 /)N B ik
4 AICAR 4 #il Compound C 21 ; 4% 21 3 5 43y ZE Ak 23 W 4t (Glu
2.8 mmol/L) AU I 43 Wb i (Glu 16.7 mmol/L)

223 10 pmo/L /NEEGH T 15t 24 h X i fE 175 5 1Y
NIT-1 4 R A I s 25 SR, S A
ZH LA, /N B ZH 1) i 43 W e OB S o W i 3
BN (P<0.01) ; S5 AL L 45, B % B8 AMPK 3%
Bl AICAR 2H FEfilt 3 W0 s FOBE 300 800 0l i 35 A —
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B BEAG 0 22 R TC G015 7 L(P>0.05) ; B4 X6 R
AMPK #1i 51] Compound C 2 FE Atk 4304 1 1B 51 5%
Ay IR BN (P<0.05), W3 4,

R 4 10 pmo/L /NEEFR T 24 h X F A5 % S HY NIT-1

Y HE R B 3R S i Y R0 (n=4,mw/L)
Zigil HE il [ B 2K 03 Wb R ) 2R Ay W
Con 73.632+20.612 112.296+22.496
Mod 50.378+13.429* 70.907+13.917*
BBR 93.517£9.721% 117.703+21.310%
AICAR 34.926+7.207 47.182+18.980

Compound C 98.09+30.556" 105.289+16.208"

T 5T IR AL, #P<0.05, SR 2] L4, #P<0.05, ##P<0.01, 5353
W& A /N (10pmo/L) LAICAR (0.5 mmol/L) F1 Compound C
(10 o/ I 7% 6 5 F5 H: 4 25 7 5 5 9% 24 b, SRR 52 B 4 Glu-
cose 2.8 mmol/L Fl Glucose 16.7 mmol/L ) KRBH + il 1 h J5 .
Con Mod .BBR ,AICAR .Compound C {7 X} B4 | bl 2 /] ¥
4l L AICAR 41 5% Compound C 415 4% 4143 543 R 2L 0l 43 i i (Glu
2.8 mmol/L) FURE A3 43 0 (Glu 16.7 mmol/L) .
2.3 /NEBEEOM NIT-1 40/ AMPK 4 43K (1952
2.3.1  /NEEGEGT = B S 1 NIT-1 4 fd AMPK &
IR B NIT-1 40885 A %t iR 4 | A
2 /NBEGRCA | PH M X AR ZH (ATCAR) | B X AR 21
(Compound C) M 8 I % % (Rapamycin, RAPA) 41 ,
25 4140 M A N 45 T o8 4 B 3R Ok B m A /DN BE R
(10 pmol/L) AICAR (0.5 mmol/L) .Compound C
(10 wmol/L) .RAPA (50 nmol/L) H =5 4 15 55 e 47
T, T 24 h J5i2 H Western—blot £ ll AMPK
BEMRIEK, FRFERY], 25 mmol/L i % b /EH
24 h 5 BRI AMPK 28 (26 1A 5500 B 41 W i B
ik (P<0.05,P<0.01); i S5HEAIA] AL, /NBEGH, |
AICAR .RAPA ¥ 7] DL — & T2 Ji {¢ i AMPK & 11 1)
#i5 (P<0.05,P<0.01),Compound C I # #i] AMPK
HEH M FEIE (P<0.05,P<0.01), WLE 1-2,
2.3.2 /BRGNS R0 NIT-1 408 AMPK 25 [
PRI K NIT-1 4045 T 58 4 R5 37 3L 1oy
A /NEERF (10 wmol/L) \AICAR (0.5 mmol/L) .Com-
pound C (10 pmol/L) RAPA (50 nmol/L) fY & JI 1
FRIET T 24 h, K Western—blot ¥l AMPK # 4
B Fik , 45 R FEW 025 mmol/L AR 1E 24 h
J&, AV AMPK 2 [ 3 35 50O JEZ1BH 2 R AIG
(P<0.05,P<0.01); 54 B 4] L4, /N BE i\ AICAR |
RAPA #ja] L, — & fEEfE i AMPK & H B £IL (P<
0.05,P<0.01),Compound C MIH il AMPK # 4 ) %

1.5-

1.0
0.5

Ji"ll

AICAR Compound C Rapa

relative signal strength

T L0 B L, 4 P<0.01 5 5 B2 L 42, #P<0.05, ##P<0.01.,
Bl 1 SHEFESH NIT-1 RBEMmb&HE AMPK EAKRE (n=4)

Con  Mod BBR AICAR CompC Rapa

—— e G SRR T q— AMPK

B-actin

B2 SHESH NIT-1 ERARPEE AMPK EEHNRIE (n=4)

ik (P<0.05,P<0.01), UL.I& 3-4,

3
_ ##
= ## ##
on
S 2d
p = sk
7
E
e ##
2
2 14
s
)

0

Con Mod BBR AICAR Compound C Rapa

TE L 5 R AR, *P<0.05 ; S 4 H B #P<0.05
B3 SEEFESH NIT-1 filEEA AMPK EAMNRIE (n=4)

Con  Mod BBR AICAR CompC Rapa

“”—ﬁ

AMPK

B-actin

4 SEEFESHNIT-1 flEE A AMPK EAKNRIE (n=4)

3 i

M4 FERE Ao N BRI K IR A5
MG B0 IS AN B 38 m, 2 RUBE IR % (T2DM) &
iR — A BT T2DM K i 2R E 2 B
55 Z P (insulin  resistance , IR) AR 5 B 40 il U HE
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NI B FHCHT— 75 T W PR R A L
Pl ) — A LA 5 — TR R AR AR A i
B R FBORAMEES B 240 i 50 A A PR RE
P — 2 AR R AR T B B 40 M Ty B 1Y 3
o, R MBI B WL XA R I AR 2
o 388 R T B A B S B A A, — O TR
M AR, 55— 7 T AR AT ML AR B R B B AN i 1)
Ty e s B I PR V6 788 PR3 B 1 — A DG A
INBER, 4 W R SR T 2 BRI E U
O PR IE B 1 PRI TR T BRSO L
PRI AN 28 RT3 B ) R e A DA T S B8O Y e
B 3 2 R R v B YR TR RO I 2 U 2 ARk
ANBEREAL 7 B TR R AT, RS T B
MYFRL, IR S0 IS HE & 9 RIBIT R, 2
RUBEIRIFE R B “ =2 —2 SERU W ecE, o
JE I RE BH SR AIG o ARSI B 2 B 5 % /N B ) I
B TF R 58 2 B W /INBEgR7E A1 J8] 41 21 0] B2
ok 00 ) B P D S A R () 2 ) 2 0 T A T A
PR MOMEVE 6108 5 4 /N B Ax e 2 38 40 )
{8 38 5 A FE AR S — b R AR L B I e #05, Fk
W SO L B 3 R % 3R A — o B R O
LA B 3 2RI B 3 B 614 A 1 T T RS Sl ot
9 5 2R 1 43 W RURR A, 1T 2 30 3 2 A S a8 7 K Je
By RBURNE, B H ATy Ik, /NBER ) B 20 B
B RETURN 73 WA ) 52 10 75 4 JCRZ A | AR 2E 43 WA sl 4
1l 53 A3 =P AR P G 1 AGE , 2 AW E B,
FRATT A A7 A 0 R BN B v L 3 IR
R o B R AE R . H AT 2 W BE B
AMPK A 30E 30, 78 A1 R 4 LI 0g 07 40 i
FIUE B ULEH B P S AMPK 5 X3 9 54 C ke 31 T
B AR R 7 AR 2 2 rh R AR K B
il AMPK 37 P AT AR 2 [ 5 2R 43 0, T e A 25 —
XUVKCAT 38 3o s AMPK 3 P 400 10 1B 5 2200 b . 4%
H— NI PR R AMPK 13800 15 82 5% 22 4 20
IRERUAC . BOASE I B TER T/ B i A5 (A E
Sy —Fp AMPK 3005 590 9815 NIT-1 B8 5 40 i Jie )
R0 5 WME T, LU R HE — 25 0 5% /)N BE i 40 o] 38 2o
R I 0 i 5 2R 43 0 SR R I £ 4 AL
LU RN, BEE /N BEGR B RS 0, X NIT-1
20 A 2B A A & 3 o, JF HAE 100 umol/L B
X NTT—1 248 e 3 30 0 b 4 T 0 530 4 g i

BRBR R 5 5 NIT—-1 48 M 5 Ay v W 0 e g 1 5 B 4
MRS, /NBERRAE R BE A 30 wmol/L B B Bt
M ONIT-1 20005 5 1R 5 B 40 BT RE AR AL, v 1
N A B 5 43 10 T B ) — o LA (1 4 i A R0 AR
SCGLE SR W] AR IE F ONIT-1 B 5 40 i b, /)N BE e
A DAREAR Al 20 00 62 ORI U8 5 0 s % A g TR 9K
R 2 3R A i i, ELB G /N BEBR R B2 p 3G, X
NIT-1 20 0 JBR & 2 0 0 ) 00 otV T o 53 o) P
RN BRI B2 75 S NIT—1 4038 18 A v A s i Jike
5 B ANM ALY IS, 43 ) /0N BE g AT B AH T T
(1 h) A AR T 1 (24 h), &5 SR L0 78 5 i
T /N TR T LA A T X R 2 R A AR 4 o
I8 5 2506 5 T /INBERR T 90 24 b R R /N EER—
T 2 AR AR 2 (4 15 3R 43 DA 5 A 43 0l & O
AR & 0

ZE LR 7R IEF 4L NIT-1 40 M A, /)N BE figi n]
LA ) At 4300 f5E W3R D R e T R
By 2 o i, LI i % B im0 4 4 3 58 B2
JINBET AT BEE I O AMPK 3% P | AR B I 0
(41 FH DT B 477 9 2 40 I ) RE /N BE o = b L =i i
V519 NIT-1 4 M e 15 2240 iy 2AVE T (1 h) 3%
WY /I8 B Gl P LA A0 ) e AR R MR ASEAY NTT—1 48 it 1
SRR K i, iGN BEREON L IR S Y
NIT-1 4 i e &% 2 50 W i FE 224 F (24 h), ) 22 B
—ERRE /NG SOA] LU m b s B A A NIT-1
206 P T 5 3R T T R Al RO S 3R B 3 A
i /NEEGHONT NIT—1 48 e 5 28 40 Wb 1) SR AR 2L
VB FH 4391 2 B A 300 4 AR HEFE T, B/ /N BE A X
5y 43 W 098 1 nT BR HLAT AR E A AL, AN UA
AR A Ay I B2 3% 8 BRI oF 38 5 400 ) J S 3R 4, Bk
R B F AR, PRI RS B AR, 8 S 1 1t i
17 ELA AT BE A 24 5 R v 4 Sk R B B R
I 8 R B B 40 A RS B AN
WA 5 FOR R T WA, SR AR I R AR . ZR LR
ANBERIAE 2 TR PR 0 I PRYA T P A AE T R 0
FH 5% o T EL/NBE BT RE I AS UL g — Bl AMPK
NS K R T R Ay W AL, LR R R
Sy WAL R T B 5 cAMP K 45 25 i i 4
HA SRS S MR, BFHERANE P
WF I TR
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