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Table I The maction system of the mhibition
effect on o= gluessidase

R 1R PE= pNPG Na, COy

5 {mL} {mL} {mL} { ml} {ml.}
THH 0.4 - 0.8 0.4 1.0
¥ AT - - 1.2 04 1.0
ElEDRES 0.4 0.8 - 0.4 1.0
T B - 0.8 04 04 1.0
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OB DL o —HIEBETEGA HepG2 AMMIAEAASNZ AL, B TLH EAMIZ B ( Se—CPP)
RO B MG 1, IS8R 5 ( CPP) | CPP + FfileRE. CPP + VAMMREN R LA ELEL .
LEREW], Se—CPP Xb o — B ATWHE BG A B AT R P R0 ) sk SR L 2 30 B 1 7 A A
Fep 4 ( 1650 ) 79 0.054 mg /mL, {RT-RI-RpHE. CPP. CPP + flif#£E, CPP + iF.
PN . & EIKIER) Se—CPP ARk & R ARPUIRAS HepG2 2 0 4 & W FA VA #E,
FORBZERT CPP. CPP + FfilERE. CPP + WARERMEEA (p < 0.05) o KHEIA: Hik

W bE, o —FENEERE, FEIPE, BRI, HepG2 41
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Agricultural Sciences, Enshi 445099, China) Abstract: The a—glucosidase and HepG2 cells were used to
study the hypoglycemic activity of selenium polysaccharide fromCyclocarya paliurus ( Batal) Ijinskaja ( Se
— CPP) in vitro. The hypoglycemic activity of Se— CPP was compared

with Cyclocaryapaliurus ( Batal) Ijinskaja polysaccharide ( CPP) , CPP + selenium yeast and CPP + sodium
selenite. The results showed thatappropriate dose of Se—CPP could effectively inhibite the activity of a—
glucosidase in a dose dependent and its 50% inhibitoryconcentration was 0.054 mg /mL, which was lower
than acarbose, CPP, CPP + selenium yeast and CPP + sodium selenite.Furthermore, appropriate dose of Se
— CPP could improve the glucose consumption of insulin resistance HepG2 cells and theeffect was better
than that of CPP, CPP + selenium yeast and CPP + sodium selenite ( p < 0.05) .Key words: selenium
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HHMIZ BE (Se—CPP) HERMIZHE (CPP) 275 SCHRL 10 175 1 4%, R & & 73 75004 3. 30
A10.11 mg /kg [11] ; HepG2 4tk ERGPOKLY TREHAB T L o« — HE TG
(19.3U/mg) 4 — FHFEHR— o —D Wtm A % HF I (pNPG) DY FHEARZMEEE (MTT)
Rz EE Signa AR BRI FBHEAREARAR; WAEREY L K HEE

VITREARAT; WU4e/REERE R HPHL R BB AR A G4 1LiE (FBS) | H5
FE7 . DMEM fErplssFRdk. 0.25% JREERE EE Gibco A ; DMEM LHERE 7 % (& 10%
FBS. 1% ¥ % % %) 3% [E HyClone ~vwl; #FHIR W XUNIGIE I B2 MR 2 25b i A R
AT EEREN ARG R REEM AN AR AR, e BNEFE A, TU—
1901 BUBOEH L ANAT WOt 7ot Bt bRt E b i@ AR A IR TR A ®]; BPN—150CRH A
“EAL Bk B R M Bl TERMEAGEE AR AR DSZ2000X BRI E WA HKIIE DG
HARGMR AT ; 318C AR MAEM I ARAR . 1.2 S L 2.1 o — HiE
FETFRESE J40HIse5e 2 % S wh12105 v, UABERR R4 vl (PBS, 0. 1 mol /L, pH6. 8)
RTEFIRCHIBER (o — MR B EAT, WA 1.0U/ml) &4 (pNPG &7, WRIEHN 10
mmol /L) A7 ( 232 3AFE AT, BAIRE LK 1) . R4 Se—CPP 5 CPP i &,
7] CPP YA A 4 T3 0 N ok i ) G e R 8 AT R 7859 ( SR PBS VA TRUVARERC N, AR T
10 wg /mb) L fE W WO & R 5 % WK ¥ Se—CPPARSE, FCHITEFBIE RSN
R 4E ¢ Bk J7iE [12—13] Bl seiemfs T B 0.4 wl BEVBAT 0.8 mL PBS Zzp
WF2A%, 37 CHFA 10 min, JIA 0.4 mL 37 CHIH( 10 min) LFHRDER, KX
R R IGEE T 37 C KK 20 min J§ M0 A 1.0 mL Na2C03 ¥ ¥ (& [Z A

0.05 mol /L) #&1bJx i, SBRZR PBS Mike 10 5T 405 nm AbWEWOGEE . R Bk
SRSEFRFE Je 2 1, 435010728 PR HRAE o k) R S5 RV I ONAR B2 IR R HEAT SR o B
A E 3 ANES, TR AR 1650 [12] o MBI (%) =1 —A3 —A4()
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Table |  The maction system of the inhibition
effert on o= glucosidase

5] Miifi  #ElH PBS  pNPG Nay(CO,
{ml)  (ml} (mL} (ml})  {mL)
TAH 0.4 - 0.8 04 1.0
% 0 - - 1.2 04 1.0
i 04 0.8 - 04 1.0
T A B - 0.8 0.4 04 1.0

1.2.2.1 HepG2 40 My ) #5 7% HepG2 4l M K H DMEM fRBEREFREESEFRT 37 C. 5%

C02 HMMIEsFRA, R 3 d I 0.25% JREE AR AL, (A8 3 YOS BON B K40
FFszs . 1.2.2.2MIT 5286 B E KSR T 96 fLANMET 7#IR, AR i
5000 AN/FL. AUMIGEES 72 B 9R WKL W B OIE W 4.4y 45 41(Se — CPP. CPP.
CPP + RlP#EE. CPP+ WEAMERHA) AR — HXUNON A . b, IEW ARSI 200 L
DMEM AEHEEE TR %, 45 25 R0 Eh e — HOOUNON IR AL LN 200 wL &2 DMEM IO 5577 5
( BHLZIRE T 4000 200, 100 wg/mL) o F5FF 24 h F EFER, W A 100

L MTT % ( 1.0 mg /mL) Z482E353% 4 h 3% BIEW, A 150 nL Z—HIETRIRG RS,

15 min JSME 570 nm 4t OD fH, THEAMEAAER. MHAAER (% ) = L2540 ( S
1) OD fHIEHZH OD fH X100 1.2.2.3 & FEHFESLE BOSHAE KA fEs o= T 96 fL
AT FRAR (5000 AN/9L) o AHARINGEE 5 75 2SR5 R, M2 4R 2 1A MTT SEEeid 7% . B59% 24

he eI 5E L IE VR & BE R L ( ME AR AR IR R U I 4D)  THRE AR FE R ( DMEM i



WSS FR B ATRRIR B ISR A RRE) o 3% SC R 7 i [14—15], B R
#EHL ( Insulin Resistance, TR) HepG2 M. HUMHE KA 7=T 96 FLAH
HaREFRA (5000 AN/4L) o AMAENGEEG F LRI, WEIEFH. TR BRA. H254 (Se
— CPP. CPP,CPP + Alif##Kf. CPP + MZAMPRREN) AIELER — FHOSION R4 . IEW AL 200
wL DMEM ECHEREFREE, TR BRI, 25252000 808 — ORI 2 A AL DN 200 vl & J
Sy R EFRE 2582 X 10 — 6 mol /L A1 40 mmol /L [ DMEM AR FREL, Ki9%
24 ho BEFRAEWGELERFREE, IEWAM TR BIAHMFLINA 200 wL DMEM fRAEE: IR,
YRR ER IR — SR AEALANN 200 L 524 DMEM fICHES %48 ( B2 45 259K BE ¥ 53 3l
N 400, 200, 100 g /mL) , 4kEEESFE 24 h, B R4 R FF 2B 97 3L, AE4LII 200 u L DMEM
MR IRAE, B R 18 h R R A AT A BRI e I O AT T, T AT R
1.2.3 BT SSRAERUINME £ A2 ( x BIE s)FRoR, KA SPSS 19.0 #AFxf sk
B HEAT vt 43 W7 o SEHEAT 7 ZE S MR, T 25 R AT B R 7 250 ( T AT R
FRORIRES) , 225 0355 R A LSD MR TAM L, p < 0.056 R /8 2 F & #, p <
0.01 FREFMEZE.

2 SR 50

2.1 Se—CPP XJ a — 1 %) B H BEE 77 (1154

a — BTN BRI AL, W o —1, 4 BETE K AR AR 2]
FEWE . R REE RIS M) o — R AR RS M TR R AN A R 5 )
o, BEARKEIR R ARG MpE [16] . £ 2 BFEMAT o —HEHEH B HIKE Table
2 50% Inhibitory concentration of samples to a —glucosidase FEf Se—CPP CPP [
RUHE CPP + fififERE CPP + WEAREREN 1C50 (mg /mL) 0.054 0.401 4.504 0.467 0.339 F#
3 HepG2 #HHA7v% %M 45 F L4 (n = 6) Table 3 Comparing of cell viability of HepG2

cells(n =6)IKE( ng /mL) 4HPUAFHEZR( % ) Se—CPP CPP CPP + fifif#B} CPP + JFfif§



R ERER —FXUAT 400 97.3 + 2.0 95.6 + 7.9 111.2 + 2.0 106.6 + 4.0 58.3 =+
0.4% %200 92.8 + 3.6 108.3 + 2.9 94.7 + 3.5 100.9 + 1.3 65.2 + 1.7% %100
85.7 & 1.6% 98.6 & 3.7 103.7 & 3.4 112.2 + 2.5 81.4 & 2. 4% *y: SIEWA
( YUPRAFVE 2N 100%) LBEL, *p < 0.05, * *p < 0.01. B 1 a1, SHHIFIKT o
— 0 A TR ) P8 A A R LR B R R . e, 7E 0.2~2. Omg /mL
WEETSE N, Se—CPP X o — & WE T EE S /) MBI R AR T CPPL CPP + A% 5}, CPP
+ AR ALY . 7E 0.2~4.0 mg /mL WEEJEEN, CPP ¥RINYE Se—CPP [RIFEA ) &
(ORGEEEE . SERRRREA)S, X o —RIEHEHREI SR B R, ik, 1 cPP AL
VRN, ARG SR AT o — B0 B S 0 AR T AR SRR o« — A
BEF R 1C50 ( sk 2) , BfsE &AW N dIE PSR 99 ¥ 9 : Se—CPP > CPP + LAy

FR%H > CPP > CPP + WAfEERE > [l -RybHE.
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[RERTEES Se - CPP BEEEHFH o - AEREEEEIEIEEEX. @ CPP iFIIS Se -
CPP EFRFIBITTRY o - BEMEHEEIIRIEERNBERL, 2.2 Se- CPP 33
HepG2 MEfFERNAEEmEFIRN 2.2.1 MTT L3 MR 3 AJA, Se - CPP =HIE
EYREF E XYM FIEE A B X Se - CPP IR E H100 pg/mL B, %
BEEEM (p < 005) , & BHSe- CPP X HepG2 MiBEEBHESHIDHIER,
HepG2 HIETFEZME Se - CPP iRERITHEBEMIHE, RERESHA U BRIEHMEE
X, SHES SRS, EVEEERMFE [18 - 19] . CPP. CPP + fFE#f3, CPP +
TRERINESFIEE HepG2 MBFERSIERAR, ZRAEEM. B RAWANEH
EAMBEERYRTIERSA(p < 001) , EEAHEANRERENE, &R — RN
AIxS HepG2 MMEAKEERGE I 1 #) /F A, WERSHEXEREREFR [20 - 21].
22.2Se - CPP 3 HepG2 # & #E iH #% BY $0 HepG2 MR EEHFELINER
g0% 4 Fims, Se - CPP BXIBANRERE(EH HepG2 MIEXIEEENEFE(p < 0.01
8 p < 0.05) , BEFAESBHEAREKGE, BRREEERFRNRR. I CPP IREN
400 pg /mL B, AIRERS HepG2 MEEENERFEE. CPP RINMEWFEE I RER
e, HepG2 MEAEMEHEEENES, ESERANRERAEEY. BMETRER
—ANISEFIERIIEEERE HepG2 AIENIEEHMERIHFE(p < 0.01) EEGHEN
RERIME. RERTTERDR(EBICENE MR PR D REURMRET, RS RRHIE
BRMREEA RS, IPRIRFKERBEIMEE [22] . IR FRENHRZYINE |
R BIAR TIE TR IEAY e SIERIEIMAEEERER Y. FEEIMERRIAE
FENERRE, FHRERISEEER A ITRERE T, NMAEFIAMAELTIEREK
S [23] . HepG2 HERT ARFAARREAEE, R—FrRELS TR ITEIURIMIEHE,

RER T FHERRANF S YD



F#2 R o T R R 0
Tahle 2 50% Inhibitory concentration of samples o a=gloeosidase

FE & Ze=CPP PP Bl = ik B CPP + EERE CPP+ VERIAGHY
1, (g / ml} 0.054 0.401 4.504 0.467 0339

3 HepG2 HRFFEAES R (n=6)
Table 3 Comparing of cell viability of HepG2 cells (n = 6)

HeE (g ) SHBREEE (%)
Se-CPP CPP CPP + fEEERE CPP + F 5 Bl B4 Lk — B AL
400 973 220 956179 112+20 1066 +4.0 583 204™
200 928 3.6 108329 047 x3.5 1009 1.3 652 £1.7%
100 85.7 =16 986 +3.7 103.7 £34 1122 £2.5 BL4 £2.4™

i 5 IE R (SRR AT R 9 100% ) . * p<0.05, *%p <001,

4 HepG2 #HEEE IR-Hep(2
181 B 0 1 B FE B LE R (n = 6)
Table 4 Comparison of glieese consumption of
HepG2 cells and IR=HepG2 cells {n = &)

5 e 1iE i 6T B S HE A (ol /L)
(pe/ml)  HepG2 418 IR=HepG2 4084

EFH - 1.07 +0.09 2441019
IR #EH - - 1.83 +0011°
400 225 +009™ 228 =0.16"

Se=CPP 200 159 +0.07" 2.10 =0.16"
100 1.77 = 007* 1.96 +0.26

400 1.73 £ 005" 1.99 £ (.15

cPp 2040 1.13 £0.20 1.95 £ 022
100 1.19 £0.13 1.68 £0.29°

400 1.42 +0.07 .60 £0.44°

r;% 200 1.52 +0.06 1.65 10_43:
100 1.20 £0.11 1.76 +0.34

400 1.42 +0.16 1.88 £ 0.15

cwﬁ; o 200 1.42 +0.08 1.83 £ 0.55
" 100 1.50 +0.10 1.90 £ 022
400 407 003 ** 260 £0.32%

LR WAL 200 379 £ 006* 230 2025
100 272 005" 1.76 +0.20°

ESFEEHE.* p<005, %%p <001; 5 IR X
e, "p =005, %p <0.01.

FREE, R H AT BB TR ORI o 7E R LB B R B AT RE(E AR, HepG2
SRR T R & 3R 2 AR PR, P28 TR [24—25] o SRFH ik 2R A0 AR & 3R A0 B

HepG2 A #EMHHAER R EFIC(p < 0.05) , KUY IR BRI, 5 TR Y



L, Se— CPP FilE4IMAEsEE TR —HepG2 4R & A FEE, HIKIZ N 400 A
200 wg /mL BFZEFHAEZEE(p < 0.05) o CPP KEEN 400 #1200 wg /mL BF, W]
ferm IR —HepG2 UMM &FETH 4 =, HERAHME, % » L 8 F % (p >
0.05) . CPP #Shnica Al BEE LA ER S )5, X TR —HepG2 4% & HEH FE R A W R
M, ERIR — HOOUNAREE A 400 F1 200 wg /mL B, WJEESES TR —HepG2 4 A i ) B vH
FeE(p < 0.05 Bip < 0.01) - 3 SFRASCETREY], EHIREZN Se—CPP AILLE
) o —HIERE SV TE, AIEEE HepG2 ZHARXT#I & WS A, 2% HepG2 ZHifufik
BEAYL, BORILT CPP. CPP 7% I 4 & Al J5, X HepG2 4 Jfil Al TR — HepG2 4f
P T HE BV AEAR W] 5N . Se— CPP M) o — R &1 HE H BIEVE S 503 HepG2 4 fifd JBR
By R ARGUHIPEAE A BLHIEA FRER AT T -
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