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[Abstract] Objective
(LPS) during gestational period in the hypertension occurrence in offspring rat. Methods

To investigate the role of renal DNA methyltransferases (DNMTs) stimulated by lipopolysaccharide
Pregnant rats were randomly divided into
four group (n=28 each) : control group (injection of normal saline on 8 —14 d of gestation) ; LPS group (injection of LPS on 8,10,12
d of pregnancy and injection of normal saline on 9,11,13,14 d),NF-¢B inhibitor PDTC group (injection of PDTC on 8 —14 d of
gestation) , LPS+PDTC group (injection of LPS on 8,10,12 d of gestation,PDTC dose and injection time same to PDTC group).
The tail noninvasive blood pressure determinator was adopted to detect the offspring blood pressure. The body weight was weighed
by the electronic balance. The expression levels of 11.-6, Fli-land DNMTs in offspring renal cortex were detected by RT-PCR. Re-
sults The blood pressure in the LPS group was significantly higher than that in the control group and the body weight was higher
than that in the control group(P<C0. 05). The expression levels of I1L-6,Fli-1, DNMT1 and DNMT3b in the renal cortex were in-
creased compared with the control group(P<C0. 05). But the body weight,blood pressure and expression levels of 1L-6,Fli-1, DN-
MT1 and DNMT3b in the LPS+ PDTC group were decreased compared with the LPS group. Conclusion The LPS stimulation dur-
ing gestational period could resulted in the change of intrarenal DNMTs in offspring rats,prompting that the methylation of some

key genes could be one of the reasons for LPS stimulation during gestational period causing hypertension in offspring.
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1 ERFRABRGCRERDENTN (L)
WiH 6 Jil 10 J& 12 J
EPE AT B BT ()
Xf B4 94.33+5. 47 157.33+22.12 249. 48+28.08 272.30+18. 49
LPS 4 116.17+12. 16" 179.59+2. 68" 276.95+19. 80 302.97+7.38" "
PDTC 41 103.4343.59 161.67411.02 258.50+12.75 275.98+8. 04
LPS+PDTC 41 93,4248, 50440 161. 30+26. 64 256. 35+22. 66 274.23+13. 2144
TEPEAT B BT ()
X R 4 95.53+9.00 155. 60+18. 00 194.53+12.16 211.33+6. 80
LPS 41 133.53+9.36* * 176.22+15. 22 210.67+13.75 236.97+14. 28> *
PDTC 41 99. 24+8. 05 159. 08+ 11. 42 203.20+5. 88 212.38+15.27
LPS+PDTC 41 95. 807, 81448 156.93+9. 81 199. 40+10. 35 214. 5010, 4244
1 Bl (mm He)
X B2 101, 5046. 14 111.74+3.62 114.05+3.38 116.38+8. 41
LPS 4 107.56+3.17 121.43+3.78** 128.07+£7.12%~ 132.86+3. 14~
PDTC 41 103.21+8.16 110.32+4. 48 116.90+9. 12 119.37+8.06
LPS+PDTC 4 101. 6245, 32 109. 6943, 6244 112. 0442, 5044 117.10+6. 5244
* . P<C0.05,** ;P<C0.01, 55X B4 #5524 . P<<0. 05,24 . P<C0. 01,5 LPS 4l [ #% .
FRALLRT . R
L3 PRI A7 B 2R IS R A RO A7 4 AR HUT 2 % R
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LN BF L 2 AR T R B s, F AR R LPS 2144 5T & i T X R
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JH Real-time PCR J5 3 # M 47 B '8 B2 i 1L-6.Fli-1, DNMT1,
DNMT3a,DNMT3b ) mRNA 7K F, 435 H 6,12 J& & 17 &
EZF‘?T{L;EZE' RNA(Tiangen Biotech,Jb50) , Il & RNA ¥ JE .
B 1 pg & RNA A PrimeScript RT reagent Kit with gDNA E-
raser (TaKaRa 2y &, Ki%E) & % 5t 315 cDNA, i Premier
5. 0%k {4 (Premier Biosoft International,Palo Alto,CA,USA) %
. KR IL-6 51475 GE L4 5'-CTT CCA GCC AGT
TGC CTT CTT G-3'; Jgx X 4% 5-GTC TGT TGT GGG TGG
TAT CCT C-3"),Fli-1 8| ¥ )% % (1IF 4% 5'-TAT GGC TTG
ATG GAG ATT GAC ACT-3'; Jgx X %% 5'-CCT GAG GTA
ACT GAG GTG CGA C-3"),DNMTI1 J£ %] (IF X 4% 5'-CGT
CAT AAC CAA TAA ACT TCG CT-3"; g X 4% 5'-TTG TCT
GGA AGC AGG GTC G-3'),DNMT2 B ¥ )5 51 (IF 4 5'-
CAC ACT TAC TGG CAA AGA CAA TCG-3'; Jx X 4k 5'-
TGG CTG ACA TGG AGG GCT C-3"),DNMT3A 3| ¥ ¥ 1]
(IFE X 45 5'-TGT GAA TGA TAA GCT GGA GTT GC-3', )%
Y4 5'-GGT GGT AAT GGT CCT CAC TTT G-3'), DN-
MT3B 31 #1 5 % (iIE X 4k 5'-GTG CGT CGT TCA GGC AGT
AG-3',Jx X 4k 5'-AAG CGG CAA AGT CAA TGG TT-3"),
Real_timePCR R Al 25 pL & &R | SYBR Premix Ex Taq [[
(Tli RNaseH Plus) (TaKaRa Biotechnology, &%), #4776
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EEL(P>0.05), E 1,
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AR B Jibi R 11 — 26 40 i P 1L-6, R IR AR I F-) K
ALY L SRR T AT SR DNA - H IG5 B il 3¢ 08 K i M )
Ak, TL-6 {f145 7 988 28 Ml DNMT1 33k 3 hn, 7 & — Lo 98
B[R PR B b BRI R X e B R Rk, TL-6 38 Al B AF DN-
MT1 {40 52 7 - fi2 ok FL 36 07 A%, WF 98 & B0 116 3@
3 e SR F Fli-1 50 B30 i DNMTL 3235 F . 5 808 & i A
Ak (lysyloxidase, LOX) 3 35 7K 5 T BT, i 98 35 6 R F-«
Fil 3% DNMT3 B2 8 [ B 3L 4k T Bk Notch-1 3 PR 1 -1 4% WL
A0 F A 0T, DNMT 136 X IR i 9 1E 3 % 7 lE 8 22
FEFYS . O T B 2300 4 s | 1 R I R R A S
A7 56 AF 58 A LPS #1328 8L, K D0 A7 BUOR R &L L JE , A
RT-PCR 77 3 K M 4F 5L J J& 1L-6 .Fli-1 .DNMTs /K.

75 LPS 41 % %t B8 41 1fn 6 8 3% JH %5, PDTC Al LA 1k
LPS 51 & L i % A2 o LPS 447 SR & i 2 v T B 4
W 7 [ 1L-6 . Fli-1 . DNMT1.DNMT3b fi§ mRNA % ik 76 LPS
AN B W . DNMT1.DNMT3b 4 32 AR J1 43 51 2
HEFRAN A F 3 fb AT Sk Ak 2k fE, LPS 4119 DNMTI,
DNMT3b 7£ 6 J& i) Bl i 25 7t i, 56 0] LPS J1 il 40K R
A Kt 5 DR Y S K S 8 7 I A 4 T K 0 4 s v i TR A
TR I Y FE K 3R 0k K, AT 51 O 4k AR R L R . 5 4,
LPS+PDTC #4 # 718 Kk R 8y 1L-6,Fli-1, DNMT1,DNMT3b
i mRNA [ 35 35 7K % LPS 41 F 4t K B 95 5 %K, 36 0
PDTC ] A3 5% 2 HH 5 E H0 9 5 | ke Ay v PR 6 AE B4 L BILOE T F
KB i & 9 & A . B G PE A A 22 0 LPS i 34 AT 68
3o S 2 ) 33 i TL-6/Fli-1 (9 3535, 1= ¥ DNMT1.DNMT3b,
AT 3 2 0 3k A% Y 35 Ak o o 5 4 35 IR 3% K KR IR, DT 51 R A1
B I B & A

gk Lk . W B8R T LPS i 5 19 9 0 5 BUT Rk i TL-
6 #4038 Fli-1, 5[ # DNMT1.DNMT3b £ 71 5. &
BRI R 6 7K T 384 3 o DT 0 ) T UM O B 3 IR A R
B AR R E . B A AT B I 19 & AR AT
eSS IL-6/Fli-l i@ g F 5. F— 2 n LIl & 5] A Fli-1 30 4l
s WEAT BUE B 50 Y Ak 55 B i 1 26 38 R AT B R K O, 3
G B v B AR B W R SE R HE— 2 Y HBUTF R
Az it /R AL
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