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[ E] HM UESHAFOSHLERKKER TR KB4 EFOEERFFRITLE HREGAELE,
ik I8 JA# Wistar K R 80 R, MAH A B (30 R) Fe AL (50 R) , 5 AL T EFRAK2 % (FES
HO)NaCl & HAK R 21 X, M FRREEABR AR N F 547 KR BB R R 2 K K 54 C &
K% & (hs-CRP) \ A4z 2m e A0 & & 1 (MCP-1) MR8 A F o INF-a) . @ @ iA-% 6 (IL-6) | fo 8 MR fo A %
B -F (vWF) [6-BAH] 5 2R & (6-K-PG) | 4 A — BAL £ AB5(eNOS) . —AALE(NO) R EF I(ET-1) 694 F, &R
BJERE2 RE BAEAKRRADERETG, BHA G EHYER MRS, BRAKK LS ERZTIHL(LV-
ML) | &£ 4R K E(LVEDP) Bt R4 A 24 3, m ACEERK LA/ FHik £ (xdp/dt,, ) BI&, 5
WEFAGRITFEN(P<0.05) ;0 £ E A£S TI 4 E(LVSP) WA B 2 F L4t FEL(P>0.05), 5388
AR BRI A 3 P K E B F hs-CRP MCP-1,TNF-a & 1L-6 K-F 2 %75 (P <0.05), 48 % 5 27, hs-
CRP MCP-1 TNF-a & IL-6 5 f2/E3) 2 EAB% (r 5514 0.731.0. 583 .0.858.0.836,P <0.05) , vWF #= ET-1 #& &
BB EY e AR5 )R EA X (r=0.680,0.739,P <0.05) , & 4FKE-F NO.6-K-PG & JE B & A%, eNOS 7K
P EEEK A5 0)EE RAARE(r 2 A A -0.710, -0.658, -0.721,P<0.05), &t HMRAZTLEKR AL
A K gE B A T RE B
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[ ABSTRACT] Aim To investigate the role of inflammatory factor and endothelial damage factor in high-salt induced
hypertensive rat model. Methods Wistar rats with 8-week old were randomly divided into control group (fed with tap
water, n =30) and model group (fed with high-salt water containing2% NaCl, n =50). After fed for 21 days, the blood
pressure and hemodynamic parameters were determined.  The high-sensitivity C-reactive protein ( hs-CRP) , monocyte
chemotactic protein-1 (MCP-1), tumor necrosis factor-a (TNF-a) , interleukin-6 (IL-6), von Willebrand factor (vWF) ,
6-keto-prostaglandin (6-K-PG) , endothelial nitric oxide synthase (eNOS) , nitric oxide (NO) and endothelin-1 (ET-1)
were detected by the ELISA method. Results  After 21 days of high salt dietary, the blood pressure in model group
was significantly higher than blank control group.  The left ventricular mass index (LVMI) and left ventricular end dias-
tolic pressure (LVEDP) in model group were significantly higher than control group, and the maximal rate of rise and fall

of the ventricular pressure ( +dp/dt, ) was lower than control group after experiment( P <0.05). Compared with con-

trol group, the hs-CRP, MCP-1, TNF-a and IL-6 in blood plasma were significantly increased in model group, and the lev-
els of the hs-CRP, MCP-1, TNF-a and IL-6 were found to be positively correlated with blood pressure (r=0.731, 0. 583,

0.858, 0.836, P<0.05). The vWF and ET-1 were increased and positively correlated with blood pressure too (r =
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0.680, 0.739, P <0.05).

After fed with high-salt water for 3 weeks, the blood pressure of model group elevated.

and damage of endothelium in model group.
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The NO, 6-K-PG and eNOS were reduced in model group, and the levels of NO, 6-K-PG
and eNOS were negatively correlated with blood pressure (r= —0.710, -0.658, —0.721, P<0.05).

Conclusion
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Figure 1. Changes of blood pressure at different stages in

two groups

Table 1. Hemodynamic parameters between two groups after experiment(x +s)

| LVMI(mg/g) LVSP( mmHg) LVEDP( mmHg) +dp/dt,, (mmHg/s) —dp/dt,, (mmHg/s)
X R 2l 1.87 +0.23 194.32 +6.37 8.54 +4.33 11517.29 +1521.68 —~11436.63 +1368.53
TR 2 2.49 +0.31° 183.74 £12.58 13.73 +6.43" 9937. 00 + 1093. 25" —-9684.54 +1586.36"

a N P<0.05,bJy P<0.01, 5% HRAALL,

®2 MAXRIBERERFKE(xzs)

Table 2. Levels of inflammatory factor between two groups after experiment(x +s)

| hs-CRP( pg/L) MCP-1(ng/L) TNF-a(ng/L) IL-6(ng/L)
X} 2 2539.51 +368.79 44.73 £9.17 59.77 +7.31 19.81 +4.85
HRA 2 3874.79 +546. 49" 82.85 +11.88" 89.38 +9.65" 39.06 +8. 13

ai P<0.01, 5X B,

2.4  IMIEREEFKES M ERFEEME

hs-CRP \MCP-1 \TNF-a 1 IL-6 {334 /K- 5 1l
JEX R TEAH G, AH I R B4 0. 731 (P <0.05) |
0.583(P <0.05).0.858 (P <0.01) %% 0.836 (P <
0.01).

2.5 KBRAREBRGIREDKE

BERIZH K R T vWE B2 ET-1 K3 B 3
TR A 22 A St R (P <0.01) ;1M
FERIZH K B 3E H 6-K-PG .eNOS F1 NO ¥k B B i A%
TXAH , 2R EAGITEE L (P <0.01;3%3) .

R 3. MAAXRSEEFMIEZ D vWF 6-K-PG ,eNOS NO F1 ET-1 7KF (x +5)
Table 3. Levels of vWF, 6-K-PG, eNOS, NO and ET-1 between two groups after experiment(x +s)

| vWF(g/L) 6-K-PG (ng/L) eNOS (kU/L) NO ( pmol/L) ET-1 (ng/L)
X} ZH 3518.64 +836.76  112.56 +11.38 13.95 +2. 56 29.74 +3.38 79.86 +8.92
BIRIZ]  7483.38 +1037.06°  57.81 +8.47" 7.27 +1.08" 15.48 £2.57° 125.43 £22.85"

a i P<0.01, 55X WAL,

2.6 MEFAHEFGHREDATES MEMBXME
vWF Fll ET-1 ) 235 7K 5 1L & 5 1E A7 ¢, 41

KRB M 0.680 (P <0.05) F1 0.739 (P <
0.05) , 6-K-GP.eNOS NO [ ik /K5 1fi R & i
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FH2E A R BN -0.710(P <0.05) , - 0. 658
(P<0.05)F1-0.721(P <0.05) .
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