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[(WE] B8 HET K Ghrelin XHHEERE R BN I J IR 1(PepT1) A RINBEMIF . T
ik HEE SD KB 80 W FRHALEC T R4 R IEH AL AR F AR HERIEAL A Ghrelin THIZ 4 40,4941 20 H
KB B FLZEALAR (CLP) il 5 e B AE K BURERD ; il 455 BRI K4 T Ghrelin T3 44145 20 h BEALER 10 2
KB, HEFT /NG B IR B ALERE | S2h SE o S8 BB S 1% (PCR ) AR 11 G2 BRI 43 A PepT1 A9 mRNA
FIEE 12635, RGN /NG EJ2 PepT1 MY Gly-Sar FUEBGKE ; 75 10 HARRIC 7d EFR, &R 5
T AR T AR AR, e RRE 4/ BRI 32 3510 2, PepT1 mRNA 323K (21.43 + 1.37 £ 23.29 + 1.24 23.23 +
1.48) 17215 (7832.55 +699.74 L 13 584.74 + 360.66 .13 152.51 + 605.72) L 2 Gly—Sar #¢ % (60 min:3.23 +
0.30 Lt 6.67 + 0.51.6.52 = 0.47) B B AR (1) P<0.0308 55 e & 21 FE BB Ghelin + LK BN BB 0545
B2, AF R (40% H 20% ) PepT1 mRNA #23% (22,78 +1.16 [ 121643 = 1.37) 4 11 £ 1% (10 506.26 + 850.59 [
7832.55 + 699.74) K Gly—Sar ¥/ (60 min:4.83% 032, 4:3:23 + 0.30) 1) B e (Bp<0.05) . IEH 41 SEFA
QA HEPRIETE B2 5 5 IRRER UG L1 Pep®iom RNAsL 5 1735 91 1 IR , DUMACLE BE P 2 26 11
KR T /NG E R PepT1 A4 DIRE s Ghelin T BRI A8/ W - B2 PepTl mRNA A ik LA KA A
YA EIEAER. '
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[Abstract]  Objective To investigate the effect of (Ghrelin' on lexpression’ and fiinction of PepT1 of the small
intestinal epithelium in rats with sepsis. Methods " Eighty male Sprague—Dawley #(SD) rats were divided into four
groups by random number table: normal group, sham operation"group, sépsisgroup and Ghrelin group, with 20 rats in
each group. The model of sepsis was reproduced with cecal ligation and puncture (CLP). After the procedure Ghrelin
was injected via vein in the Ghrelin group. Ten rats in each group were used to study the intestinal pathology. In addition,
real time polymerase chain reaction (PCR) and Western blotting were used to detect PepTlymRNA expression and
PepT1 protein expression levels respectively in each group. The uptake of PepT1 by small intestinal epithelial cells was
also measured. Seven—day survivaliwas observed in'other+10 rats“of groups. Results! Compared with normal and sham
operation groups, the damage to the small intestifie. mucosa was moreé serious in sépsis group,:and the PepTl mRNA
expression (21.43 + 1.37 vs. 23.29 + 1.24, 23.23'% 1.48), the PepT1 protein expression (7832.55 + 699.74 vs.
13 584.74 + 360.66, 13 152.51 + 605.72) and the uptake of PepT1 (60 minutes: 3.23 +0.30 vs. 6.67 +0.51, 6.52 +
0.47) in the sepsis group were significantly lowered (all P<<0.05). Compared with the sepsis group, less damage to the
small intestine mucosa was found in the Ghrelin group, and the survival rate of rats (40% vs. 20% ), PepT1 mRNA
expression (22.73 + 1.16 vs. 21.43 + 1.37), PepT1 protein expression (10 506.26 + 850.59 vs. 7832.55 + 699.74 ) and
the uptake of PepT1 (60 minutes: 4.83 = 0.32 vs. 3.23 + 0.30) were significantly improved in the Ghrelin group (all P<
0.05). There was no difference in various indicators between sham operation and normal groups. Conclusions The
PepT1 mRNA and protein expression of the small intestinal epithelium in septic rats were significantly decreased, which
affected the physiological function of PepT1. Ghrelin could marked up-regulate the PepT1 mRNA and protein expression
and uptake of PepT1 of small intestinal epithelial cells.
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il 2 A B2 IV K 5 B 1 R IR ) i 40 R A A8 2 AR
{H Ghrelin J& 75Xt BRFEAERT /N7 EHz PepT1 (1) sk
B TTRE = 2 i A D AHSCHE . ARSI R A
25 FLZEFLAR (CLP) il 28 K B 35 9 AT , ) 5 9%
TR K Ghrelin X EERE /Ng | R PepTH. 2RIk e
TIREARE , R 2R M M D e B 15 T BB i AR o
1 MH5HE
1.1 SEEeshY) R 2N . I SPF gt SD K
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JHe B K USRS, R BURREE IS T BEaE UL 2iem,
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4 41, B 20 Ho IEH AT B AR K
IR S A B I, RS FLBAN AL ; e AE 4L K
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2 nmol Ghrelin ( JH4: B EL K f# A 100 pwmol/L, A
8 wl/h B EE A E AR 2 ARG 20 )7, 54K
JF 25T AR BRER K 30 mi/kg B2 TR S
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141 ARACRESAE . A KR TARE 20 h B
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LB mY 15 em, — TR BLILES , — B4 S IR
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1.4.3 5 154 5 B 355 (Western blotting ) #6: 1
PepT1 & (1335 $2 BBMV (50 we) &, FFET
10%+ e FERT RSN (SDS )— S P s Bk g 5 Mz , i ik
JE IS BRI AT A AR L A SRPT KR PepT1 #1
(1 1000) FEH FIHEE 2 h, PERESE sl (TBST)
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A [ A5 1 T FURTR A T3 (A){H (Quantity
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1.4.4 520} B PER F PepTl mRNA 23k - Bl
U BBMV F08 TRIzol Ui W 5 A5 TR S5 A0 it B
RNA &80 5 58545 21 e DNA , PepT1 457519 « 1 L5k
5'-GTATGITETGTICGCCTCCTTG-3', v L % 5' -G
GTGAATECTGGACTTGGTATG=3", ¥ = K/ H
228shps S IH = BEFR H Il B S8 (GAPDH ) 514
JE3 2 1F X4k 5'-GTCGGTGTGAACGGATTTG-3', JX
Xk 5'-TCCCATTCTCAGCCTTGAC=3', ¥ 14 7= 1) K
A 181bps K H Taqman Probe #R%5F5, X H A2
PRI 2L PR 23 M AR AN L 3@ ok GAPDH F A e
IIHr A5 ZHRE L T PepT1 H AYRER AUARXS F k5.
1.4.5 PepTl FEHUTNREAI . H454H BBMV 20 pl,
23 CHIFFF T 15 min FEUH . BRI E W, 4
FLHIMA S K Gly=Sar FY%%i2 K 0.5 ml, IR4E R
37 CW 8, FEAS [R s ] 25 (BEBS 10 min), FH 0.5 ml
A LR R EE o 0% & WO BB A Lad g
PHKEE S B A Y (HAWP)0.45 wm LA 20 mm Hg
(1 mm Hg=0.133 kPa) #4751 1t &, ] 5 ml KT
LRV 1 IR Tl BRI A 300 pul
ZRIRIK W8 5 min, B RO RS0 2 PepT1 X
Y Gly—Sar BRI
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(one—way ANOVA); ZZH[EPIPLLEL, #0725 H
Dunnett—t K555, #7525 4555 H Mann—-Whitney U £
Ko P<0.05 HZFAGIEE S
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