P BERER A4 (A SRR 533 B 9
-1208 - ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) 2013 4F 9 f

AL S 5 R S ok TR I B RO AR R 1L O 5

A R, R, R
O B R R RN B I B Rl YO TR 2100292 BAIMEFR ST K2E 2B & BEINE 117597, H s PR

SERRHATZE R VTIR MRl 210029)

[ E] HA9 WG A (HS) 2 758 1 il 238 B 2 TG M sh IR AR Ak (AS) . Foik  Fm IRk s S 44 % D3 /o7
TREEST K RSB RR R AR J6T7 2 25 T IS s 1 S AR AL B (NaHS )56 wmol/ (kg-d) , 31 12 Ji . I HE 04T O Y il giin
B AR b RN SIS, G0 T2 R0 I e 2 23S, e AL R LA R R R FRaA G5 R AR il 2% B IR [
(TC) A B2 NS FE (A IH [ B (LDL-C ) /K- B 8 T, M AN shiik e 48 HoS /KT 8 35 WA, s Ik 21 2K B B34 5, NaHS 4
MARFNIN K H,S KA i, sk 2V KT FAIK, AS BESRAUE BRI D, 58 R s £ e AS A HZ/EH , HS
FEE 10 ) Sh Dk RS B Ak P AR BT AS 1EH,

[R#IA] oL, RS B E; B E- SR KERSE

[FESEE] R543 [SCERRRD] A [XEHS] 1007-4368(2013)09-1208-06
doi; 10.7655/NYDXBNS20130907

Hydrogen sulfide prevents atherosclerosis development via inhibition of local renin in the
aortic tissue in the high fat treated rats
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[Abstract] Objective:To investigate whether hydrogen sulfide (H,S) can prevent atherosclerotic development via suppression of
local renin activity. Methods:; Rats in atherosclerotic model group (MG) were fed with high fat diet. H,S treatment were performed
with NaHS 56 wmol/ (kg+d) i.p. for 12 weeks. Aorta morphological changes were observed by HE and oil red O staining. The renin
acitivity in plasma and tissue was detected by radio-immunity and the renin express in tissue was observed by immunostaining.
Results: Endogenous H,S level in both plasma and aortic tissue was significantly decreased in MG, but the renin level was obviously
increased in the aortic tissue. Exogenous application of NaHS prevented the elevated levels of serum lipids including total
cholesterol , triglyceride , high-density lipoprotein-cholesterol,,and low-density lipoprotein-cholesterol ,and decreased the renin level in
aortic tissue. Histology staining showed that NaHS treatment attenuated plaque formation and decreased lipid infiltration and
accumulation in the plaque area in high fat treated rats. Conclusion:These data suggest that local renin is important in the AS
development. Exogenous NaHS supplementation significantly prevents escalation of tissue renin expression. Hence,the present study
presents a novel mechanism for the protective effect of H,S on atherosclerotic progression via inhibition of local renin expression in
the aortic tissues.
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Table 1 The change of lipids in serum

(mmol/L,X £ §,n=8)

0 J4 12 J&
papiitl FETRIZ BT papiizE:! FETRIZH BT
TC 2.08 +0.23 2.02 + 0.38 2.01 £ 0.35 2.03 + 0.49 8.49 + 3.84"" 6.20 +3.21***
TG 1.02 + 0.28 1.00 + 0.24 0.97 + 0.24 1.17 £ 0.50 1.38 = 0.96 0.47 + 0.22***
HDL-C 1.18 £ 0.19 1.15 £ 0.16 1.18 + 0.19 1.12 £ 0.13 1.88 + 0.68* 1.44 + 0.28* **
LDL-C 0.56 + 0.09 0.54 + 0.15 0.57 + 0.13 0.55 + 0.09 573 +291** 3.63 £292%*
SIS, P < 0.05, 7P < 0.01; S LEL P < 0.05,
F2 MEFMIF HS 5BEHKE
Table 2 The H,S and renin levels in blood plasma and aorta (X + s,n=8)
0 H,S(pmol/L) _ % & [ng(ml-h)] _
Il 2% Bk 2% Bk
papiizHa) 46.32 + 3.46 54.04 + 4.55 2.78 + 1.42 2.63 £0.72
TRIZH 38.71 £2.59* 23.81 £945** 1.83 + 0.42 544 +£0.89""
SEpAgE) 66.65 + 7.66* ** 44.84 + 8.09*# 0.28 + 0.33*** 4.05 + 0.46***
EXHIBLLILE, P <005, P < 0.01; SHHI4 AL, #P < 001,
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JkEE £ ZEE R TEH, NG, ThIRER ) £F 4k 1 THZL O Ge ol 7 X) REZL 1 45 BE LT o &

WO VLR RE A B, BIRLZHAE 12 JA )] Ol
R AS JREECE | RINIE L AS BEdk, BES N A
FRECSCRES Ak, I I TR 20 B AR SR N A 1 A i
R, BT R LA s A= i R 257
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o, VAN BURIE AN B i (8] 2) o AR 21 60 X el
AR A T AR H S BRAH FE RS i R [(24.94 +
5.49)% vs(0.76 + 1.12)% ], 25 W& (P < 0.01);if
S (4.85 = 1.39)% | AT 41 B B kb, 22 53
F(P<001),
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Figure 1 Aorta HE staining of all groups
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Figure 2 Oil red O staining of all groups
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Figure 3 Aorta IHC of renin express
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