nanoparticle uptake into mammalian cells [J]. Nano Lett, 2006, micro-positron emission tomography/computed tomography

6(4): 662-668. and near-infrared fluorescence imaging of EphB4 in orthotopic
[4] LUQ, HAN M, LI L M, et al. Study of doxorubicin liposome glioblastoma xenograft models [J]. Mol Imaging Biol, 2014,
modified with transferrin and folic acid targeting to glioma in 16(1): 74-84.
vitro [J]. Chin ] Mod Appl Pharm(+ [E B4R ] 25%), 2012, [9] ACERBIF, BROGGI M, EOLI M, et al. Is fluorescein-guided
29(11): 963-970. technique able to help in resection of high-grade glioma [J].
[5] STUPP R, MASON W P, VAN DEN BENT M J, et al. Neurosurg Focus, 2014, 36(2): ES.
Radiotherapy plus concomitant and adjuvant temozolomide for [10] NIE G, HAH H J, KIM G, et al. Hydrogel nanoparticles with
glioblastoma [J]. New Engl J Med, 2005, 352(10): 987-996. covalently linked coomassie blue for brain tumor delineation
[6] STUPP R, HEGI M E, MASON W P, et al. Effects of visible to the surgeon [J]. Small, 2012, 8(6): 884-891.
radiotherapy with concomitant and adjuvant temozolomide [11] DOMINGUEZ A, SUAREZ-MERINO B, GONI-DE-CERIO
versus radiotherapy alone on survival in glioblastoma in a F. Nanoparticles and blood-brain barrier: the key to central
randomised phase ITT study: 5-year analysis of the EORTC- nervous system diseases [J]. J Nanosci Nanotechnol, 2014,
NCIC trial [J]. Lancet Oncol, 2009, 10(5): 459-466. 14(1): 766-779.
[77 HOLT R W, DEMERS J L, SEXTON K J, et al. Tomography [12] OKURA T, HIGUCHI K, KITAMURA A, et al

of epidermal growth factor receptor binding to fluorescent Proton-coupled organic cation antiporter-mediateduptake of

affibody in vivo studied with magnetic resonance guided apomorphine enantiomers in humanbrain capillary endothelial
fluorescence recovery in varying orthotopic glioma sizes [J]. J cell line hCMEC/D3 [J]. Biol Pharm Bull, 2013, 37(2):
Biomed Opt, 2015, 20(2): 26001. 286-291.

[8] HUANG M, XIONG C, LU W, et al. Dual-modality Wik HH: 2016-01-07

REEXREREA R IMAEFR B FZH a5 0

Ri#ED®, B, BES, 2K TAF?, vhEH Y, D& SO mE s ke s —E5, ok
b.IFIREL, BLIH 310005)

HE: BN FRAZENKREREXA GBI L ETRAG R, % 60 R SD X AMMS ABF R, BaA 4
K¥FFMA, WU B, FR 1h, RFFAHEFTL T 100 mgke ' 69 CMC-Na RZ ik, = F RN a5 84
HFLF 150mg-kg 49 CMC-Na &%, BREMHELFHEEIREEHE, 2AMNERKTELRE 1, 2, 4, 6, 12,
24 h e B, A ARJE 2 h 690k B F KR, M B F AR 4L, S T ARG 24 h ML £ 3h ARk, BREER 9% R ik Ae ) 1L-6.
TNF-o. CRP K-F. AR REFRBAERFRER KOS ZRL, WHIREEX R ARG oG IG, FiA 2 HK
X 9B F IL-6, TNF-a. CRP #9KF, it X ZERBAKEERR G S o, RELR LAWK, TAERIE TR
5 4 k) Ko dm R B T LR K

KR K¥EF; RAE; Stk WS TRR

FEFES: R285.5 XHAARARRD: A XEHRS: 1007-7693(2016)09-1115-04

DOI: 10.13748/j.cnki.issn1007-7693.2016.09.005

Effect of Emodin on Hyperglycemia and Insulin Resistance of Sepsis Rats
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ABSTRACT: OBJECTIVE To investigate the effects of emodin on hyperglycemia and insulin resistance of the sepsis rats.
METHODS Sixty SD rats were randomly divided into sham operation group, model group, emodin group and metformin
positive control group. At 1 h before operation, emodin group rats were given 100 mg-kg™' CMC-Na suspension by gavage and
150 mg-kg' CMC-Na for metformin positive control group, sepsis model were based on cecal ligation and puncture. The blood
glucose in rats were measured at 0, 1, 2, 4, 6, 12, 24 h before and after operation, and at 2 h after operation, the insulin levels
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were measured, at 24 h after operation, IL-6, TNF-0a, CRP level were measured by enzyme linked immunosorbent assay.
RESULTS Emodin could improve the insulin resistance, lower the high blood glucose of infected sepsis rats and
significantly reduce the level of IL-6, TNF-o. and CRP. CONCLUSION Emodin can reduce hyperglycemia of sepsis rats, and
improve the insulin resistance. Its protective mechanism may be associated with inhibiting the inflammatory cytokine secretion.

KEY WORDS: emodin; sepsis; hyperglycemia; insulin resistance
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Fig. 1 The effects of emodin on serum glucose levels after
surgery in sepsis rats
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Tab. 1 The effects of emodin on serum glucose, insulin
levels and the insulin resistance index in sepsis rats(n=8)

il &/ FPG/ FINs/
| mf O o S,l HOMA-IRI
mg-kg -d mmol-L mU-mL
RFARLH / 5.0+0.6 21.5+1.7 4.8+0.6
T2 / 6.5+1.1"  26.4+24"  7.6x1.4"
KERA 100 5.8+0.8 23.041.9Y  5.7+1.07
R AL 150 5.1£1.02  222+1.7Y  5.6£0.77

E: SEFAR4LLE, "P<0.01; SEAEIALE, PP<0.05, PP<0.01.
Note: Compared with sham operation group, "P<0.01; compared with
model group, 2P<0.05, ¥P<0.01.
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Tab. 2 The effects of emodin on IL-6, TNF-0 and CRP
levels in sepsis rats(n=8)

o &/ IL-6/ TNF-o/ CRP/
45 141 -1 -1 -1
mg-kg -d pg-mL pg-mL ng-mL
RFRA / 117£17 138425 124+14
FERIZA / 1524217 173+34" 189+21"
N 100 138420 143+18? 145422
R AL 150 159433 15314 174423

. SEFARALE, VP<0.01; SHAALLE, YP<0.05.
Note: Compared with sham operation group, "P<0.01; compared with
model group, 2P<0.05.
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