PEPHESZSAHZGE 2016 48 5 H5 23 %% 3 Chin ] TCM WM Crit Care, May 2016, Vol.23, No.3 * 265

.-E&%.

B S BRI / FRE TR0 R B
BEE N —xB K PR R R IR A R

ERE ZERT LER’
(L XEh.LEREEESN -, #T X5 322000 ; 2. REEBHEEBME L, TR BIL 523808 ;
3. Filg MR EBARERSNML, HFiE FHT 810001)

[(RE] B HFITELE (HS) SR / HEE (UR) Hi05 K B R % BT —xB (NF-«B) & T lif
HEXWEW, HE M Wistar KR 24 R, BHNEFEERES IBFARYA (Sham 4), VR4, IR + TS
A4 (NaHS) 20 (NaHS 41), B4 8 R, NaHS 4 76 F-#E FE AT 10 min # Bk 7 41 (##7F) 100 pmol/kg NaHS J5 #
1 mg kg™ +h” FEFEH P AR 2 h, Sham 4 VR AEF S AR EEK, FHRMKBHRZRCRE
(TUNEL) W2 [ b Je AR T B 00, 36t B TR 8 (AD), B A R R EP IR IR K (Western Blot) 46l [l 7 20
21 NF-«B 2 [ & NF—«B BER 4L (pNF-«B ) 7K V-, BEHK S B2 W FHA 3 (ELISA) W€ I (Y 4R A & (TL-1. IL-6),
MR T — « (TNF- o ) K, BUSBBEAERE M B,S KE, IS ERNENRFTRKE, REES
XTSI pNF—xB, TNF-a . IL-6.1L-1 5 H,S. AL NBEZERHNEE . Al 5 H,S MM, £8R  Sham
AR T- M, UR 47T 0L & B A7 48 60 08 T [0 B B B R b B2 41 g, AL BH B 3% n ((39.62+4.50) % L
(4.30+1.09)% ), NaHS 4 v] WA SR B AT (08 T I B REREAR I FE ANAR, ATES /R 40 BH B REAIR( (24.41 £2.76)%
k; (39.62+4.50) %, P<0.01), ‘5 Sham 4 Lt %, VR 41 NF-xB & 11 % ix M £ (K B {5:0.82+0.08 [
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F 0.302£0.069), H,S B B AL (umol/L : 2438 £2.69 t 42.57+7.18) ; 5 UR A tvE:, NaHS 4B TNF-a (ng/L:
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[Abstract] Objective To study the influence of hydrogen sulfide (H,S) on expressions of nuclear factor— kB
(NF-kB) and downstream gene in rats with intestinal ischemia/reperfusion (I/R) injury. Methods Twenty—four
male Wistar rats were randomly divided into sham operation group (Sham group), I/R group, I/R and sodium hydrosulfide
{NaHS) group (n = 8 in each group). In NaHS group, 10 minutes prior to the onset of reperfusion, intravenous injection
of 100 pmol/kg NaHS was given to the rat, and afterwards 1 mg + kg™ < h™ of NaHS was persistently infused into the vein
until reperfusion for 2 hours, whereas in Sham and I/R groups, equal volume of normal saline was intravenously infused
to the rat. Ileal epithelial cell apoptosis was studied by TdT—mediated dUTP nick end labeling staining (TUNEL) and
apoptosis index (AI) was calculated. The protein expression of ileal tissue NF- kB protein and the level of phosphorylated
NF-«B (pNF-«B) were determined by Western Blot. The levels of serum interleukin (IL-1, IL-6), tumor necrosis
factor~ a (TNF- & ) were measured by enzyme-linked immunosorbent assay (ELISA). The content of plasma H,S was
tested by sensitive sulfide electrode. Endotoxin was detected by the dynamic turbidity method. The correlation between
pNF-«B, TNF-a, IL-6, IL-1 and H,S, Al endotoxin, and endotoxin, Al and H,S were analysised. Results No
apoptotic ileal epithelial cells were seen in Sham group, while in I/R group, the brown apoptotic ileal epithelial cell was
significantly increased, and Al was also obviously elevated [(39.62 + 4.50)% vs. (4.30 +:1.09)%]. In the NaHS group,
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sparsely distributed brown apoptotic ileal mucosal glandular epithelial cells could be seen, and Al was significantly
lower than that in /R group [(24.41 £2.76)% vs. (39.62 +4.50)%, P < 0.01]. Compared with Sham group, the protein
expression of NF— kB (gray value: 0.82 +0.07 vs. 0.15+0.02), pNF- kB (gray value: 0.82+0.07 vs. 0.15+0.02),
TNF- o (ng/L: 49.02 £ 1.62 vs. 4.08 £ 0.94), IL-6 (ng/L: 437.08 + 12.43 vs. 227.97 + 12.92), IL-1 (ng/L: 96.12 + 12.35
vs. 47.97 £ 9.68, endotoxin (U/L: 0.710 £ 0.071 vs. 0.302 + 0.069) were markedly elevated, and H,S was significantly
lowered (mol/L: 24.38 +2.69 vs. 42.57 +7.18) in I/R group; compared with I/R group, TNF- a (ng/L: 39.27 + 1.54),
IL-6 (ng/L: 349.43 + 17.20), IL-1 (ng/L: 67.38 + 14.57), pNF- kB (0.78 + 0.09), endotoxin (U/L: 0.558 + 0.074) were
all lowered, the protein expression of NF- kB (gray value: 0.84 + 0.06) and H,S was significantly heightened (jmol/L:
35.27 + 3.14) in NaHS group. Correlation analysis showed: the correlations between pNF- B, TNF- o, IL-6, IL~1 and
H,S were negative (r values: —-0.637, -0.778, —0.819, -0.675, all P < 0.01), and Al presented positive (r values: 0.672,
0.643, 0.759, 0.556, all P < 0.01), endotoxin were positive {r values: 0.680, 0.580, 0.720, 0.560, all P < 0.01), and the
correlations between endotoxin, Al and H,S were negative (r value: —0.790, -0.843, both P < 0.01). Conclusions The

experimental results suggest that H,S have a protective effect on intestinal I/R injury in rats as it attenuates ileal mucosal

epithelial cell apoptosis and endotoxemia by down-regulating the levels of pNF- kB, TNF-a , IL-6, IL-1.
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