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Abstract

AIM: To determine the relationship between
Toll-like receptors 2 and 4 (TLR2 and TLR4)
mRNA expression and lipopolysaccharide
(LPS)-induced intestinal injury in rats.

METHODS: Fifty-six Wistar rat pups aged 10 d
were randomly divided into control group (nor-
mal saline 1 mL/kg, ip, n = 8) and LPS group
(LPS 5 mg/kg, ip, n = 48). The rats in the control
group were sacrificed 3 h after treatment, while
those in the LPS group were sacrificed at 3, 6,
12, 24, 48 and 72 h after injection of LPS. The in-
testinal tissue was dissected for histopathologic
analysis. The expression of TLR2 and 4 mRNAs
in intestinal tissue was detected by RT-PCR.

RESULTS: The expression of TLR2 mRNA was
weak in the intestine of rats in the control group,
while TLR4 mRNA was highly expressed in the
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intestine of rats in the control group. The expres-
sion of TLR2 mRNA was markedly increased at
3 and 6 h (4.068 + 0.86 and 5.314 + 1.82 vs 1.390 +
0.04, both P < 0.01) after intraperitoneal injection
of LPS, peaking at 72 h (10.401 £ 1.73 vs 1.390 %
0.04, P < 0.01). TLR4 mRNA expression was sig-
nificantly increased at 3 h (16.711 + 1.28 vs 9.907
* 0.33, P < 0.01) after intraperitoneal LPS injec-
tion, but markedly decreased at 72 h (7.055 + 1.27
v5 9.907 + 0.33).

CONCLUSION: TLR2 and TLR4 mRNA expres-
sion is related with LPS-induced intestinal injury
in rats.
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1 [R4ALRIETML, IEEEI#0.5-1 cn@IFF4A4R(HE x 100). A: % HBZH; B: LPS 3 h; C: LPS 6 h; D: LPS 12 h; E: LPS 24 h; F:

LPS 48 h; G: LPS 72 h.
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S|¥2HR JIEREbp) (E7%ilss
TLR2 94°C3min, 94°C40's
F: 5'=CGC TTC CTG AAC TTG TCC -3' 286 51.5 °C 1 min,72 °C 1 min

R: 5'-GGT TGT CAC CTG CTT CCA -3
TLR4
F: 5'-CCA GAG CCG TTG GTG TAT -3'
R: 5'-GCC CTG TGA GGT CGT TGA -3'
B-actin
F: 5'-CAC CCT GTG CTG CTC ACC GAG GCC -3'
R: 5'-=CCA CAC AGA TGA CTT GCG CTC AGG -3'

35 MBEIG, 72 °C 7 min
94 °C 3min, 94 °C 40 s
419 53.5 °C Tmin, 72 °C 1 min
35 MBS, 72 °C 7 min
94 °C3min, 94 °C 40 s
690 55 °C 1 min,72 °C 1.5 min
35 MBEIG, 72 °C 7 min

TLR2 TLR4
WIRH 1.390 + 0.04 9.907 +0.33
SK 4]

3h 4.068 + 0.86° 16.711 +1.28°
6h 5.314+1.82° 10.531 +3.36°
12 h 4.165 + 0.35° 8.875+0.53
24 h 6.285 + 0.40° 12.833 +0.58"
48 h 3.086 +0.06" 15.850 +3.51°
72h 10.401 +1.73° 7.055+1.27°

°P<0.05, °P<0.01 vs IBA.
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B RV 2SR FE R N RASMTLR2,
4L SLPS N = AT UL AR
HUSITLR2 5 TLRALE 1E H [ 2023 (1) 52 A F
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B 2 BFLALATIR2. TLR4 mRNAZRIART-PCRY EF=4)EEK.
A: TLR2; B:TLR4; M: Marker; 1: %fI8ZH; 2: LPS 3 h; 3: LPS
6 h; 4: LPS 12 h; 5: LPS 24 h; 6: LPS 48 h; 7: LPS 72 h; 8: 25
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