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ABSTRACT Objective: Trauma induced hemorrhagic shock is a common death reason clinically. Traditional rapid fluid infusion
method will result in ischemia-reperfusion injury, inflammation response, and apoptosis even necrosis in cells or tissues. The new
gaseous signaling molecule H,S possesses kinds of physiological protective funciotns such as anti-infammation and pro-angiogenesis. In
the present study, we explored the protective effects of H,S on a mimetic traumatic-hemorrhagic shock rat model. Methods: Duplicate
male SD rats traumatic-hemorrhagic shock models, hemodynamic data was recorded by inserting a PE-50 catheter to left femoral artery
of the rats which were treated with NaHS (28 pmol/kg) in advance. Two hours after injection NaHS, the rats' vein blood was obtained.
Serum CK and LDH levels were analyzed and Bcl-2, Bax and Caspase-8 in rat cardiac tissue were detected by Western-blot assays. Results:
Exogenous H,S improved rats' hemodynamic function, protected rats' cardiac tissue from traumatic-hemorrhagic shock, up-regulated ex-
pression of Bcl-2 and down-regulated expression of the pro-apoptosis factors Bax and Caspase-8 in rats' cardiac tissue. Conclusion; Ex-
ogenous H,S may exert cardio-protective effects through inhibiting apoptosis pathway.
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Table I MAP changes of each groups of rats (n=10, X+ SD)

Group Before shock Shock 90 Recovery 15 Recovery 30 Recovery 45 min Recovery 60 min
bl IRFEH PR3 90 S35 S5 15 G 595 30 S S5 45 434 S5 60 434
SHAM
. 113.5% 44 112.2+ 4.6 111.6x 6.4 113.7 4.7 111.7£ 3.2 1149+ 52
T AR
THS
. 114.7¢ 3.1 39.5+ 2.1* 87.7+ 3.3* 83.6% 1.4* 76.9+ 2.3* 76.8+ 1.3*
IR T
NS
) 117.4+ 2.8 389+ 1.7* 89.8+ 2.9* 82.9+ 1.8%* 81.5+ 1.7* 80.4+ 1.8%*
AEELIEANY i |
NaHS
. 116.7¢ 3.5 37.8+ 1.6* 97.7+ 4.5%" 95+ 1.7% 96.6+ 1.4*" 94.3% 1.6*
bapig il

BRI Xt SD R, 0=10,*P<0.05, SBF RALLE; #P<0.05, 585 ke 8 R £ 2h7k A Lh 4o
Note: Data are expressed as X+ SD, n=10, *P<0.05, compared with SHAM group; #P<0.05, compared with THS or NS group.
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Table 2 HR changes of each group of rats (n=10, X+ SD)

Group Before shock Shock 90 Recovery 15 Recovery 30 Recovery 45 Recovery 60
bl IRFEH PR3 90 S35 S5 15 G 595 30 S S5 45 434 S5 60 434
SHAM
s 404.7+ 22.6 398.5+ 18.8 393.2+ 19.4 397.6x 21.3 395.8+ 22.5 388.9+ 22.6
T AR
THS
. 418.3+ 12.2 3277+ 19.3* 4235+ 13.7* 4241+ 11.2% 401.5¢ 21.3 400.6x 21.2
IR T
NS
) 420.6x 14.3 326.7+ 22.6* 424.7+ 15.7* 421.2+ 11.5% 395.7+ 21.3 395.5+ 20.7
AEELIEANY & |
NaHS
N 404.5+ 23.2 328.4+ 21.5* 4153+ 23.1* 410.7+ 21.2* 401.9+ 24.6 391.2+ 18.4
bapig il

HHHR I Xt SD &R, n=10,*P<0.05, 5BRFRELLE,

Note: Data are expressed as 391.2+ 18.4+ SD, n=10, *P<<0.05, compared with SHAM group.
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Fig. 1 NaHS effects on CK and LDH of rat serum (n=10)

BRI X SD R, n=10,#P<0.05, 5HEEIA, £IE

JK4H R NaHS FHALLE; *P<0.05 56K AR £

KL

Note: Data are expressed as X+ SD, n=10, #P<0.05, compared with THS, NS, and NaHS groups; *P< 0.05, compared with THS and NS groups,,
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[ 2 NaHS @2 7 245 K MR S A X RO MERBRG
Fig. 2 NaHS attenuated rat cardiac tissue injury induced by THS (HE staining, original amplificationx 40)
EABRFARA; B SlGRTRE; C: £EE/KH;D:NaHS i&f7H, EHIRRA 20y m,
Note: A:Sham group; B:THS group; C:NS group; D:NaHS group; the bar in the pictures represents 20 4 m.
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Fig. 3 NaHS inhibited expression of apoptotic proteinsresulted by THS in rat cardiac tissue
BRI X+ SD &R, 0=5,*P<0.05, SR AR EKHE K NaHS FHIA L% #P<0.05, 565k w AR £ E KA LLE
Note: Data are expressed as X+ SD, n=10, *P<0.05, compared with THS, NS, and NaHS groups; #P<<0.05, compared with THS and NS groups;
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