232 2016, Vol.37, No.09

6o i

m

= XABIR

D

i RC 25 B B i 2 0B b i (¥ DL ) F 7 0L e

2 OB, B, BEB, AR

(LEFBRFEASL AR, L7 B 210009; 2. EH K= A kb S TR %R, HIK 404000)

B ARSCEES 7RIS 2B 2RBE PR AOAE T, W ST R WA AT 2 B RENS A RO AR RS . iR, (EEEBRE R
W, DCEIRE AT, SIS R BURE, SoRBABLEE. N TR, AR AR, AR IR
A RES SCE R PROR RLAR B IR B DU R O, thln BB B B S AR RA- 1 TR A G ARSI, I ELRERRE RO
REAH — & BIBTIEAEH -

FBEE: MICZWE, 2ZUMERON, FEINLRE; BEILAR: BRSERSW: WERWEIEAOE

Current Progress in the Understanding of the Mechanism of Prevention and Treatment of Lycium barbarum

Polysaccharides on Type 2 Diabetes

XIA Hui', TANG Huali'?, PAN Jiagi', SUN Guiju"*
210009, China;
2. College of Life Science and Engineering, Chongqing Three Gorges University, Chongqing

(1. School of Public Health, Southeast University, Nanjing
404000, China)

Abstract: The present review summarizes therapeutic effects of Lycium barbarum polysaccharides (LBP) on type 2 diabetes.
Research indicated that LBP treatment could lower blood glucose and lipid levels, facilitate insulin secretion, attenuate
insulin resistance and increase insulin sensitivity. Furthermore, superoxide dismutase activity (SOD), malondialdehyde
(MDA) level, nitrogen monoxide (NO) content and other oxidative stress indicators could be significantly improved by LBP
administration. The mechanism may be associated with the improvement of pancreas islet function, such as upregulation
of insulin receptor substrate-1 and regulation of genes related to glycometabolism. LBP also has potential preventive and
therapeutic effects on diabetes complications.
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factor-k-gene binding, ROS-ERK-NF-«xB) i i o 36 4 JR
iR S R IAEY, AT LA IS SRR IR T (adenosine
monophosphate, AMP) K#i[¥) & ¥ (AMP-activated
protein kinase, AMPK) Ry 4 pl 2 1k 1E S . Mokl
BAEKHMa AL, BRI MAC B2 0% 005 2 800 PR
ANERAR B BR TR MR KE, IF HLAE S M 55 R
FNZRREAR N B B, BT AMPK a2 17K, FRAKEE S
[T (hypoxia inducible factor, HIF) -labl & k58
B, (SRR L SEE N AR HAd 2
(Lycium barbarum polysaccharides, LBP) J& MHIAC T+
R ZHER RS, —WACH 3 ZEER S, T
MuAc 22 W 1 B BB AL ) B BTEARBIRG . A SCE X MiAD 2
BT 2R PR A E AT 2708, i — 2 R A 2 B
TE2 RO PRI b R 3 B AL (S5 K40

1 LBPHZ/HIHR

LBP A& LUK T SN AF 7, AR UM i DL
BT 4 58 R >R W], T RIS R AL LBPAL
FHWE T HREA R, BAKLEYNEENS.60%%]
97.82% NS5, T HLBE B B AR R AR . B
BELORUZERE. IETRE. ABE. HERRE. R R,
MRAEPEAT X LA T - AP a-RRANE . a-itt
WA SR R0 L oMU H B L - BT A R AR | B- Lt i - 3L
NS S i

2 LBPS2BUBERRH

2.1 BEIRESE A

LBPEA B BRI AR E, 7ERR. NS
b, TR A4~8 JH, I MBERER A e A,
E AN [F) (1 LBP 71 2 % B W 1A A5 R R AN A ), S )
R RE TR E EM10~1 500 mg/kg ], 47|
L EI40 mg/kgh R 0 R 3E 7E R, IR Ot
M KT o oS 55 B4R AL BP-4a T T2 BLHE FR
KR8 JH G, &I (40, 80 mg/kg) HIF I W &K
R IR P, JEAT 9 100 PR 265 B i & S50, 7E120 min
I, LBP-4a s 7l 5 4 -5 11 77 5 4 1 o b AR #0024
WA, IBEER R IE R K, BEEHRERFLBP KT
A A6 LB A 432 30 57 44 o 1 2 580 s %) i 25
LBP7ET T30 d i 1] B A AR JRp /N BR& s L KF, IF
PR IR N ROopE T R, BRI EREE, S
(400 mg/kg) BEBERCR TR EL (200 mg/kg) U
22 E IR 1300 mg/d LBP T2 B bR % A3 N H
B JR 995 N1 25 B i b 2 35 P& . 100 mg/kg LBP-F- Tl b
PRI /IS 8RR B L B AR A AT 65 R 0 R 07 7 T B e

(glucokinase, GCK) . AR ES (pyruvate kinase,
PK) Rk, H0HIAFREE A A kU, RS i
Wi IZE A (glucose transporters, GLUT) 4%isf
K, GLUT4%Z F|AMPK i3 K%, AMPK/Z g &
KR EE, FTCA4ERE TN REE T, fEE T T A%
AT, AMPK K 3040 i b A 2 10 AR U 60455 b
A AR A R DA R R R A Y, AMPKGE R 1]
TBCLHT [ SR 58 1R 53 2 R DR 33k AT 520 GLU T4 )
V75 1 S Ve T 2 B R, R R R - 2 3Rk ] S TR OpE
Ji - RRRALG, 0 R V5 A ol - 1) 2 9 2 UL PR o D
A Y, I FLEA R 2 BB PR AR < A 7 1
EiR#AERY . Tang Huali%5™F H Caco- 241 M i 17T TS
Ft, RYILBP 5 AT LA 56 2 0% 1 Whedde,  JF B 230
FURBMMN G R, LR LBPTEIZIE A o] Gt i 0 178
B W (A IR AT ) B B (¥4 o Zhu Jing 2R Fi Hep G2
AN3T3-LI4AAEEATLBPRERENLHI BT 7T, LBPTFiiHepG24H
FEAN3T3-LIANAD S, 6 %0 B O P AR, LBPEE w4 i
o} 61 41 K B ILRE /0, AT PG LK
22 FEMAEVEA

XIS 5 R BN 200 me/kg (FILBPA B B AR K B
KIS H M=l (total triglyceride, TG) 7KF, 150 mg/kg
f163 71) B8 Xk K BRI AR AR 2> JE L, Jing Longjun PR
LBP (20, 40 mg/kg) /)G g B IR E B (total
cholesterol, TC) . TG/K>F, & FRARAR S B g & 5 -
fE[E EE (low density lipoprotein-cholesterol, LDL-C)
W% SR E A -HE B Chigh-density lipoprotein-
cholesterol, HDL-C) [F/KFEM, T 7 g 72 % FH LBP
(40, 80. 160 mg/kg) FT2BLPE R KR, A
ERMHAMIL TG IR LR EE X, &, FilE
X TCHIBARA 235 8 3. 2RI FHLBP (20,
40, 80 mg/kg) T8 JiJ5, HHAAAHLL, T W
TC. TG. LDLEZ#[#{K, {HZHDLIR %R, LBPik
BB 18 0 IR B 3R A B-HLBh 2 1 M mRNARIE . gzt
FILBP (30, 60. 90 mg/kg) FFKR8 i, TG. TC.
LDL, HDL¥E &R % 7. = 2% HLBP (100,
200, 400 mg/kg) FF2ALHE FRIp R BAEAL30 d, i R
BEfLEWTZ (non-esterified fatty acid, NEFA) 7K-F-F#Aik,
AWEH K (glutathione, GSH) EMTH&E . ABEW s If
KWL H|LBPXI I fiE s> (TG. TC. HDL. # & HB
(apolipoprotein B, ApoB) ) [rI5Zua" >, 85+ ifiL fi (1) A
Fi, RS HARE, FFH AR RO S R A G
1), EMAETT R T, 7555 2 B4 1) 564
23 R RINEEEGEEH

SRS F s IR PRI BENR E 1 K (streptozocin,
STZ) IL2RBEIR KRAA, M. T SHE
FIKIRE Z 8 (20, 40, 80 mg/kg) TS J& Jim K Il fige
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BE, XA E, & E &0 & A 0 i
. R ERMPIIEE (insulin resistance index, IRI)
)0 A%, g% HLBP (30, 60, 90 mg/kg)
TIOR8 A JE, A i AR 2H 23 b pam i BR AR -1 — 35 W
[ Y5 %% & (pancreas duodenal homeobox, PDX) -1LL
J R B Z=mRNA PR IE A, HRIGTHME, KN
PDX-IF1H B FmRNARL Fi, S 22800 R K R
B L& RS AN 3 W i By IR A DA, KRR A T DT 2R
PR EFImRNARIL &3 R (P<<0.01) , #BILBPXY
2R R 9 KB JBR 5 2% HE T 00 2 1 AT e 2 i 4
' A g 107 4 SAresistin B I mRNA ) R IA S0Pl B EE
HILBP (20. 40 mg/kg) bk bR bi4 Ji 5, il &
MRS RIREHE TR, MUBESHRBEEZ, HE
R E 4 oL, AT A, BAIKEE IR
YEFF ARG . B4, Zhao RuiZsPH Uik &R LBP T
AR T H#IFGLUTARIA, X T 5 =P TH & AR
FH. Cai HuizhenZ5P % ILLBP X 280 1 bR Iy B3 Jik I 254
VA B O, TR R AR R A B R s . 100,
300. 600 pg/mL 3 F 5l & I LBP X} AR A R 175 5 Hep G241
MR 5 AP E R Bon, LBPHR] DL i il 5 25 2 K
#J-1 (insulin receptor substrate-1, IRS-1) . BEARELAL
E-3-F2 348 (phosphatidylinositol 3 kinase, PI3K) Fl&
F&E (protein kinase B, PKB) [KJ7KF, 400 I b 5 2
8, BB A 3B (glycogen synthase kinase-3,
GSK3B) /K, WAikc-JungE Rl (c-Jun
N-terminal kinase, JNK) #ik, I HAHIEMRE"".
LBPTFilfiR B 4 j5, BE&ELBPRUIR S &, s an
Fa A e B R BTG I, S BLARAE AR N R R
2 E LUK FILBPT T 598 40 i & L ik LBP 1T 5 7T
LSO o I 988 A BRIk 5 25 - b i, I ELAE s B S R AL
ORI, (R R R I mRNARIA, KRR
T eI R I R B ZE mRNAKEAEH T, JF XS
PDX-1. %M (glucokinase, GK) FIGLUT23[H
mRNAHIEH 0 .
24 SEALSDBOR JE B e b I s AR

Hom 22 PP LBP (100, 200, 400 mg/kg)
XF 2 BYBE R i KT T R A B R T AR A
i KB LBPRE R & FACM T . MR &
(malondialdehyde, MDA) . —% L% (nitric oxide,
NO) KK, #EmBAMYEALH (superoxide
dismutase, SOD) /K, EEIGUAMIEH, WEESNHE Mk
ELZM A I DNAT T, I REAS LS P9 7 20 R IRINO 7K ~F- B
& FTFF, W% (endothelin, ET) /KF 3 FEAR,
Li®HLBP (50, 100, 200 mg/kg) -T2 kE JR i K
B, ORI A M5 SOD [A] BE & 25 FRAK, T JUE AN
B AEZH 2R ISOD . it % AL % B (catalase, CAT) .

B Bk AL (glutathione peroxidase, GPx) i
ZFtE, MDARZERAL. H—win, SHRREX
MA R, LBPAf&ETH4l (40, 80, 160 mg/kg)
I35 A i 8 SR JE K F-a (tumor necrosis factor-a,
TNF-0) KPAHREAEESE, —H QI %+ TNF-a
WIS BRI, $2 R LBP A A AN il [E AR L7 TNF-o ) 7K
Rk R S EZ B . TNF-a 28 e T, il ad s
INK, FRIRIRSLiEM:, SRS RMHE. AR5 b
LBPA] DU TNF-aX 7KV Tk, HRZXMER. A4
Mi/r25-6 C(interleukin-6, 1L-6)  HSHEZAIC %V & A
(C-reactionprotein, CRP) (& AR TG # % 7,
RANSEEG R, LBPFFiiHepG24i i )5, A% R FE24H %A
T2 (NF-E2-related factor 2, Nrf2) ®flaib/KFiEE, i
AL ACF . LBP T /N BLCE B LRT IR 5 2 24
1) 42 24 JEL 0% IH) 25 (I p38  (mitogen-activated protein
kinase p38, p38MAPK) R /AKF b7t EH|H11E
FUS. h¥se i - LBP Tl J5 ¥ it 1B 3% 008 A AL 18 45
PR 2 R T IR 0E, (H2 ANBERF 7R A S 3 se 3 r
&, XA RE S A& DL TR A O, T e 1A
SR RAVED ZE R BOR, NBERF T AR
2.5 JRRAERTR
2.5.1  FEIRIE'B

AP HLBP (20, 40, 80 mg/kg) J& &4l
K ECE G D 2 24K Pt 3% B2 I mRNA R IA B 35 FE K. Fh
2 P 2 R |77 B LBP (20, 40, 80 mg/kg) 2%
BE PRI K BRE BE AR3P /E R o, LBPRE PR AR AL 2 &
M (glycosylated hemoglobin, HbAlc) 7KV, 1HZ{H5A
[T R S I O I =2 By N W1 R X 2 a7/ B N
(advanced glycosylation end products, AGE-P) /K~F-Bj
AT, Sei0 45 R E R 4D e R AT L /N EREG
K, BHIMEIRIEMEEE, FumE NS R T
KREMZEAME, SR ATIaSEAAML, B
BRANIG S . BRI JE RIS BRI A b,
FWILBPAENS D035 2 B0 FRE K SRR B /N ER DA IR 45
R AT o B U A T -8 7K ~F~ 5 8 A7) - T2 W SR A1 A Y
Y, 22 A%CYHLBP (250, 1000 mgkg) TS WE2k
B E A SRR, KRR LBP Tl K SODF FFt
&%, MDA &%, LG EER, M=
FAHE RIS, KEBES B/NREImR, &
ANERFE SR AR YY) 35 T B, SR LBPLRAR B Ik 4 20 A8 it
FEIIVE FHAE RGR B T T b R g2 3]
252 WEPRIAALIM SR AL

BRI 5 HLBP (150, 300, 600 mg/kg)
X 2 RHE PR K BRI IR 98 5iE [l TNF-or, IL-6. CRP[¥]
o, 45 R SR E R4 B TNF-o 2 E L, =, PfE
ZAHIIL-6. CRPIZEFFAK, 9800 i -0 X 5 g Bt 58 i [R5
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P, SRMR T REIRI A I R A ) R JE o E 4kt
R0 I i 34 BTV T 9 2 2 B i A A0 5 A A B 4% 2 4 47
PET, RIS EEREARER, e R
AR S EE . 250 mg/kg LBPIA AT LA I P9 2
K [HF (vascular endothelial growth factor, VEGF) %
SN Ry S B g AR W 2 e s AN Al = ]
B AR 0 I A B T RECS . RS A IR
I A% 2 SR 4 20 0 20 RN R 22 5 I 400 i S5 o 2 2 2R 2%
WA AR AR A AR TS, B R B30 mg/kg LBP
R A% {50 R0 I FIBE R i 4 ) 7 B SR R AR, BEL b 22 4 i
TP, AR A ESIOE A SRR K RS, T
LBP (200 mg/kg) , WLEER B AFCIRAR RIS ML, 2558
KGRI L, $E0T T HLBPA AT LLAE 2% K BRUME IR
Toa 14 1 P Bl 2 PR o
253 BEREMEHAL

REME"HLBP (250, 1000 mg/kg) T2l
BRI KB 10 J J5 K B AR w42 20 2 GSH-Px K~ Bl i
e, MDAKYRERIK, SHEMHAMLL, BEHE
& PR BT, I HE G 7 U Ik W% ) AR
HMARMARRZEMIERRE LT, BASHEFE
VR R kb, ToRE T YR NI R, 5 A AR
Gt 355, AT 22 08 e Iec 2 RO FR s K B [ b 2
P, L% e 2 m AR HERE, B LI K L4 HHLBP
(250, 1000 mg/kg) T/ 2 AL 0 R i K B iR AP 42 0T
Hp38MAPKR L i, TR Bel-258& L, Baxfl
Caspase-3 T, FHESEFNRAMILEZRR B E#E
P, LBPil i fHIp3SMAPKER L iR4E, MR #hL g
a4 52 S8 A B AR 5 S R T
254 BERIEH) Sy DI Re AR AL

B3I R LBP (500, 1000, 1500 mg/kg)
X 2R PRI /N BRI G2 D RE AR FH 27, ZELBPT-1
J5 SEE8 K RIS HR1gG &t A5 LBP 7 & (1) 38 0 iy . 3% 1
e XH/ANEE B4 RS, e 7B 4 Ik 4 A Y G R
SEMN, EEHMLBRANTLEELER. MEKE
W0 011 P 7 55 X9 £ 40 i S 06 s = . R S AL LBP I &
REZERI. LBP (100, 200, 400 mg/kg) X270 kH bR Ik
KGR i ORI £ 00 P R AR AR B SR AR
AN E T R EE /4 B3 (cluster of differentiation 3,
CD3) . CD4 & CD4/CD8ME 2% T, CD8{a K
T2 B E L™, LBP-D (200, 400, 800 mg/kg) HA
B ST AR /N SRR CCL T AR R B L 9 T T ok L 4 e S B A B8
- 1TFIIL-27K P B Dhfg, A DU 4 0 e i R i /)N B S 2e 1)
BEIR I IEH ™ N BERF 70 S LBP X 2 B R A 41
S G PRI, R T A DA R S T SR R B
i, BEMLZEE20 512 B0 FR s & 520 4] 15 AR,
2RBE R A T IRLBP,  £ER400 mg, &FH2 &k, HELE

14 d, FRILBPXS 240 B P DL A S5 T8 3 A BH . ) S A
2 R o N T W U i N ekt o = S R
i, T8EZEME. TH/TEET A, I H B EFFIRIL-6.
FEIL-225 40N T KT, SGE Rk TRe.

3 & &

LBPYE N5 € W FH IR L), X ARTEHE . %
Atk SREUOTE, P2 B0 R AN BEEE R, RE
% 5035 W SRR 1 8% P RORE IR o A SC 52 BILBP R
MBEAE 5 HFRIEAR G, W58 A A & 140 mg/kglf
LBPYE T2 85, AE B A 41 05 75 19 18 1) WS M e
FIFEACIBE /R, HF B HBERLEI T a5 EIHGCK,
PK. GULT4EXA K. HEEMARKIIER, ViR AF4E S
W, RNV LI A NI AT DRI G, (H & AHEBE L
of BRI 9 F 0 AR S B PR A I I A A . AS TR F =2 U LBP g
B3R FHIRS-1, FRACINKBEER (b KT, T A6 I 375 Fof
FACEREAG, gz kB RIPURE R . ALk, LBP
TE B0 S W A IR 7 DL R 98 0 IR 7 1 A AR AR B
F}ESOD. CAT. GSH-Pxf{7kF, E{LMDA. NO
AKF, HHITNE-afF 7K Tt &, @3 N2 3 55 i
p38MAKPH#ERR /KT, R FUEMAGT RN, W&
JiR B AP . XS T LBPAE FH 5 0% PR I AORE B 98,
A SN2 E AL LG, Xk E AR
WOl BIER . LBPE A W R MmpE . (A 1EH,
AMPKAIE S R E S BB TRS S Kbl . Harm
TF S0 B PRSI B A F 00 N BEBE 7008 E iR /b, T
B N3 AN H, WEEZWART T, DLt
A7 KU 1)t 0 A AT T 9 S A A B R M T 2 R PRI PR A
1. LBPXIHE R AE IR /NS LBP 7 8 DA K 7= R 4l
X, HUXFLBPMSHIEK AR M e 1,
GER % 5 L AL SRl T A — S %R . Bl
) = BRI T R SR P AEAR A TR, TG TARAh . Ak
PR BIL S 2 (I S0 2D, AR AR P AR i ARt R B
B, PRI H A T

EE DU
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