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[ ABSTRACT ] Aim To investigate the change and significance of serum hydrogen sulfide levels in rats with preg-
nancy-induced hypertension syndrome (PIHS). Methods Thirty two adult female Wistar rats were randomly divided
into normal control group, normal pregnant group, PTHS group and PIHS + sodium hydrosulfide (NaHS) group. The
pregnant rats were treated with nitric oxide synthase inhibitor L-nitro-arginine methylester ( L-NAME) [250 mg/ (kg * d) ]
by intraperitoneal injection to induce hypertension.  The extrogenous sodium hydrosulfide ( H,S) donator NaHS (56
pmol/kg) was used in the experiment.  Systolic blood pressure (SBP) of rat was measured by use of tail-cuff.  The level
of H,S in serum was detected by spectrophotometry.  The levels of urine protein, blood creatinine ( BCr) and blood urea
nitrogen ( BUN) were measured by automatic biochemistry analyzer. ~ The length and weight of fetal rat, weight of placenta
and head of fetal rat were measured. Results Compared with the normal pregnant group, SBP, urine protein, BCr
and BUN were singificantly increased in PIHS group.  The fetal rats in the uterus were hypoevolutism and the length and
weight of fetal rat, weight of placenta and head of fetal rat were singificantly decreased in PIHS group compared with the

normal pregnant group. The levels of H,S in serum were singificantly decreased from day tenth of pregnancy to start in
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PIHS group compared with the normal pregnant group.

Conclusion The decrease of endogenous H,S may be anim-

portment reason for the PIHS and extrogenous H,S inhibits the formation of PIHS in rats.
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BEW/N (P <0.05), 5 ANZEUE S AE B RE R AL
SIS RS, 4 & E + NaHS 4G B &
F1. SHEXRBBENTZTH (v £5,n =8, mmHg)

Table 1. Changes of systolic blood pressure in each group (x +s,n =8 ,mmHg)

ffi e G 31 IR B R, G R
AHIBH BB (P <0.05;%5),

| ZET7 R 2510 K 213 K 7516 K 7B 19 K 522 K
NGy 102.31 £7.11  99.72 £8.52  103.57 +10.22 104.61 £7.94  103.86 1. 67 106. 48 £9. 36
IEF TR 98.76 £6.52 102.44 +8.13 102.89 +8.76 105.87 £10.61  106.34 +8.55  110.16 +11.42
IFEHEH 100.43 £7.88 109.86 £9.34 123.78 +10.84™ 131.76 +11. 76" 138.69 +13. 18" 142.83 +15.18"
EEAE + NaHS 241 101.75 £7.69  102.45 £8.41  105.64 £9.74°  109.27 £8.22¢  111.44 £9.55°  113.73 +10.94°
aly P<0.05, SIEHX I HE ;b N P <0.05, SIEHITIRM L ;¢ T P <0.05, ST ik,

K2 BEAXBRREAKFEHWEWL (x+5,n=8,2/L)

Table 2. Changes of levels of urine protein in each group (x +s,n=8,¢/L)

o) BT R 2410 K 213 K 7416 K ZE19 K 200 R
TEH# X R 0.19+0.02  0.20+0.03 0.18 £0.02 0.24 +0.03 0.21 £0.02 0.23 0. 04
IEH T IRA 0.21+£0.03  0.18 £0.02 0.24 +0.03 0.22 +0.03 0.25 +0. 04 0.27 +0.05
=N 0.22 +0.03 0.38 +0. 04 0.54 0. 05 0.81 +0.07" 1.37 £0. 14™ 1.89 £0.17*
WEEAE + NaHS 4 0.21£0.03  0.23 £0.03 2.22+0.02 0.27 +0. 04° 0.31 0. 04° 0.34 +0. 05"
a N P<0.05, 5IEH X IR L ;b N P <0. 05, 5IE IR R s¢ 9 P <0. 05, 54T @ik 4 bk,

F 3. BHEKXR BCr KEMTAL (v £5,n=8,umol/L)

Table 3. Changes of levels of BCr in each group (x +s,n =8, umol/L)

| VIS 210 K 213 K 216 K 219 K 7400 R
TEH# X R 2 37.61 £2.85  38.22 +4.63 40. 18 +5. 04 42.11 +4.87 39.76 +£3.39 43.72 +5.44
IEH R4 40.13 +4.11 38.74 +3.53 42.35+4.32 40.08 +3. 19 41.56 +5.27 44.38 +4.26
IR 39.87 +4.62 46.74+5.07  50.62 +5.18" 63.49 £6. 54 78.54 £716™ 86. 12 +7.31*
WEF + NaHS 240 41.33 £3.86  44.32+4.07  44.29 +5.32 46.38 +3.74° 46.92 +4.26° 48.93 +5.47°
a N P<0.05, 5IEH SR LHE ;b N P <0.05, 5IEH IR E ;¢ ] P <0. 05, 54 @4 i,

x4, FHKB BUNKERZT (v +5,n =8, mmol/L)

Table 4. Changes of the level of BUN in each group (x +s,n =8, mmol/L)

| Za7 K 2410 K ZE13 K 2416 K 19 K 202 R
TE % B2 3.84+0.28  4.13 +0.37 3.94+0.42 4.09 +0. 37 4.21 +0.47 4.28 +0.43
EFIEIRA 3.93+0.33  4.15+0.45 4.17 £0.35 3.91+0.42 4.03 +0.43 4.13 +£0.55
T fiEAL 3.89+0.34  4.18 +0.51 4.92 +0.47 6.15 £0. 62 7.34 £06. 7™ 7.85 £0. 84™
WFEFE + NaHS 41 4.03 +£0.34  4.19£0.39 4.53 +£0.53 4.67 + 0.41° 4.73 +£0.51° 4.82 +0. 64°
a i P<0.05, SIEWXIBA LA ;b P <0.05, SIEWIEIRA LI ;¢ 8 P <0.05, SR AEA L,

RS BAEBBREEER(x+s5,n=8)

Table 5. The developmental condition of fetal rats in each group (x £s,n=8)

| GRER(g) iR (g) ek E R (g) G BB K (em)
NG iR e 4.56 £0.57 0.63 +0.07 0.75 £0.07 4.13 0. 54
R 2.77 0. 23" 0.41 +0. 03" 0.42 +0. 03" 2.68 +0.31"
UEEAE + NaHS 41 4.52+0.61" 0.56 +0.06" 0.71 +0.06" 4.08 £0.42"

a i P<0.05, 5IEFIEIRA LE ;b N P <0. 05, 54EmAFA EhEs
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2.3 FHAKXRMFE H,S KEHTH

55 IE W RGN IE X HR 4 b g, i R AE 4Lk
M H,S A EEIREE 10 RIF IR BEFEAL(P <
0.05) , EL3 73 6 9250 45 00 s 5 4 W AR 4H UL, 4

F6. ZFAEKXRME H,S KFEWEWX (x+s5,n=8,umol/L)

fIE + NaHS 2H K BT H,S /K FE M EEIRE 10 KIT

G E NN (P <0.05) ;17 1E 5 X B8 20 FlIE 5 4 gk
AR H,S KFBA B 25 (P >0.05; 5%
6) (o]

Table 6. Changes of levels of serum H,S in each group (x +s,n =8, umol/L)

7 A 78T R 7210 K 2213 R 2216 K 2219 K 2800 R

1EH X IR 37.23 £4.21 36.12 £3.25 35.79 +3.58 38.22 +4.36 39.07 +4.25 37.56 +3.18
1EH IR 38.12 +3.74 37.44 +2.94 36.71 £3.06 35.65 £4. 15 35.34£3.44  33.76+2.83
Y Rt 37.82+4.28  28.31 £2.76™ 26.72+3.09™ 22.75+2.55" 18.34 +1.41™ 13.28 =1.05"
WEAE + NaHS 2 37.86 +4.22  34.69 +3.17°  35.79 £2.96°  34.21 £3.19°  32.81 £2.75° 32,16 +3.13°

aly P<0.05, SIEHX A HLE ;b N P <0.05, SIEHITIRMLLE ;¢ T P <0.05, SUT a4 ik,

2.4 tEXMSH

TERAS 22 K, KEUALTE H,S /KF5 10046 R
# M. BCr A1 BUN /K -F 2 40 ¢ (r 4390
~0.9986, — 0. 9873, — 0.9906, — 0.9840, P <
0.01) , KEUMTE H,S KF5 R E R fSE R,
i 3k B R0 R BR B R 2 IR AH O (r 409 0. 9987
0. 9698 0. 9991 0. 9992, P <0.01) ,

3w #
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o LA SO 24 B /NSl KRR 2R | N B 4 B D e R
LA I 4 B 22 3R e S 2 B L ek A L
TR AL I B AT 56 4 B AV 2 5 SR e Tid 52 S+
NG EGEE 7 A0 A B | AR A R s A R
SEAT I AR TR I A R R R 9. 4% ~
10% , ™ B 52 M RE LA By O e Rl 2 S B0 I A
A JLAET R EZLR A ) R A 5 4 A B4 DR AN
RPN, BT RIB A R B A T H B L,

NO 2 1 7Y 2 4 i b NOS AEAR AR 7= 1 if 45 47 5K
R, FLA 3 A 7 5k 1 45 4E . NOS #4351 L-
NAME 3 $3 #0 il NOS 36 3 /> NO 1942 i, 51 2 BH
Ty A A S i e T R S S TA R ST U
TEShRE R () A 3k vk 2 — ") FEARF AT v 3.
{112 F NOS #1157 L-NAME 73 5 i UR 19 Wistar K
FLAREI, 5 IEH R4 L, L-NAME fifi 4 Uz
KR E R BCr A1 BUN ZKF {2 34 ; i

RENABRSZ, HRER KEREE fkHEam
GRS R N, 5 NS S AR AR, X
Pk BB AT = AIE K BRSO 8 i oA
R AE i A0F 1 7 475 2 PRI I 7 R 3l g e A
FEA A BTG R N B A T aEE, FRE
WA E S H,S 235 T & s k%
BUHI A2 AN IR, A0 45 V855 it 37 BEL 7 900 461 40k 1z
TR & AIE S, 4101 1 65 26 9 AR a9 i 4 g
YER A7 T8 76 R LR 9 & A F R S v & ¥ R
FIPE TS H,S TR R AR e A B FPE X, Sk
H,S JE 1 NaHS JE X, NaHS 764K N 4 35 55 v
i R B TR AR S T T R B S A
YA ES T-45 84 H,S , H,S Fl NaHS 2 [ i —
P F#52" , NaHS H H,S B % 5 FEE b
H,'S Wk B i A B2, DX I8 FH NaHS 1R R
HMIEPE H,S MR, FRATIBFSE K, 5 1EF iR
A oA I A K BT H,S K AR IRE 10
KIF UG 2 PG 54T S R4l b, MR M H,S i
EREALT W = AR K B e FREE 1 BCr it BUN
ISR 84 I, THES s HL,S K, L B s T
L ERG R N R F IR BIR O, 35 R R iR
FE R RSk R AR R BN, AT
TR RILTE H,S /K 5046 & JREE H L BCr #
BUN KPR G, 56 RE & hEEE Rk
F AG BB S IE A O, ik S 45 L 3% I A1 R 1
H,S Al NOS 4 il57 L-NAME 7 5 59 & &5 fiF )
KA, T HAMNEM: H,S(56 pmol/kg) Ab BRI A T3
Jif SR HH B B A IR T | 3 3R B S v T Y HL,S
A I BEEE R (ERAMEE H,S B R LD
RN AT,
PIIE M H,S 76 I 7L 3h 4 40 i v o] 28 e i ik B
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(1R e fipe VI 388 5, T A I Y HL,'S 7K, BRI AL
IR A T N —5%

S FRATI RIS 25 S R BB B SRS 54 T
DGR H,S e R IR E # IR M B R 4
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BT AN H,S R HIENAE AR & A, FRATH B
GE N UE = AF 1) A g AL il 01 05 s ) A0 o B AL T
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