55 34 B4 8 Y] P BERER A4 (A SRR )

2014 4F- 8 H ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) 105+
RAGE 5 E S5 & 8% S £ X B2 R0 r9tE X T 5
i BB R AR Wk

(B ERIR I SR UE 258 — BEBER A LRE VI8 % 223300)

(B =] B® ;ﬁﬁ@%?{%ﬁﬁﬁé@jﬂ%g%(lipopolysaccharide ,LPS) i S 13 A= K B A il 43 (acute lung injury, AL
T R il 20 2 e S AL 2R P2 W) 3Z A4 (receptor for advanced glycation end-products, RAGE) BYAHIH:, F53%:30 H SD Hr
AR ERBENL M 5 4, B 6 H AREES LPS #8204 0.3.1.0.3.0.9.0 mg/kg 20 KA FRER K XA |24 h 5 WEE R R — ik
TEL s ELISA A6 00 103 A 328 Bty Vil (BALF) th IR SR FE Rl 7 - (TNF-a) AT %M RAGE(sRAGE) %73t ; Western blot %
K fiiZH 27 RAGE 28 97K F s real time-PCR 4631 RAGE mRNA 2635 7K - ; HE Je o T %z U AT P3P Al . S5 8R:LPS 9
mg/kg HIET-HEGIA 83.3% , ORI A LI ; HoA 4 4SS R TR, TNF-a /K B2 RAGE ZE 15 .mRNA FZH SR AGT/3 Fi
BRI IS, 1T BALF o sSRAGE KRS INMIREAR, Z518  MEIEEST LPS 7T LUF 3 A B AE K By ALL LPS 5
H 3 mg/kg FIVE ARG AR T RAGE FIFEN ALL RUSEEHS
[KEER]  NREME; WL AL SR =) 32 4 T s Bk s B
[FEES] R563 [XHEFrER"] A

doi: 10.7655/NYDXBNS20140810

[XEHS] 1007-4368(2014)08-1051-05

Correlation between RAGE and intraperitoneal injection of lipopolysaccharide induced

acute lung injury in neonatal rats
Yu Min,Zhao Sai,Cheng Huaiping, Tian Zhaofang”
(Department of Neonatology ,Huai’ an First People’s Hospital Affiliated to NJMU ,Huai’ an 223300, China)

[Abstract]
various doses of lipopolysaccharide (LPS)and investigate the role of receptor for advanced glycation end-products (RAGE)in ALL

Objective:To establish a neonatal rat model of acute lung injury (ALI)induced by intraperitoneal administration of

Methods : Thirty newborn rats were randomly divided into five groups (six in each group)according to the different doses of LPS
(0.3,1,3 and 9 mg/kg)and saline. All the rats were sacrificed and observed 24 h later. Levels of tumor necrosis factor alpha(TNF-a)
and soluble RAGE (sRAGE)in the plasma and bronchoalveolar lavage fluid (BALF)were detected by enzyme-linked immunosorbant
assay (ELISA). RAGE mRNA levels in tissue homogenates were detected by RT-PCR and RAGE protein levels by Western blot. The
pathological assessment of lung tissues was performed by HE staining. Results: The LPS 9mg/kg group was excluded due to its high
mortality (83.3%). When compared to the control group,the levels of TNF-a, the expression of RAGE protein and RAGE mRNA , and
the lung damage scores in the other four groups were increased. All these parameters increased in a dose-dependent manner in the
LPS groups,while the levels of SRAGE in BALF decreased. Conclusion; LPS intraperitoneal injection can induce ALI in neonatal rats.
LPS dosage of 3 mg/kg may be the optimal dose for ALI model in neonatal rats. RAGE can be used as a sensitive indicator of ALIL
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[Acta Univ Med Nanjing,2014,34(08) :1051-1055 ]

Az LN O H AR 2 D e v AN 5835 S UL
i, TR TR R AR LR U I I EBEFIA B
IR R RS0 T WCRLAE g XU 2 =2 B B Mt
PR sE e SR BT AR JLAE T M S 2N, IR 2 bl

[(EemB] W2HRHE TR H (HASZ2012014)
*i8 & E# (Corresponding author) , E-mail ;lyh0729@163.com

(lipopolysaccharide , LPS) 27 > [GRF 14 TR 21 JifL B |
() — TP L), B T AU R RAE A 1
WA SE A T (TNF)-ac, 1413 (IL)-6, AT 5 |2
PRI SERE IS , LT 05 R BBk L&
A SRR I RE 417 0 T B 0T A 2 PR3 (acute
lung injury, ALD) 8% 2 PE I 238 25 A5 1E (acute res-
piratory distress syndrome, ARDS), (B2 W R4



1052 [ S PN

%3455 8
2014 4F 8 A

T I RAEAR BRI AR 55 k= 57 Y
AE S M I ™ B B S ARSI i Se e & 8 hr . H
HIEAT R LPS 3755 R B0 A4l , (HR = 2y
INAYRRL s HE X T LPS 55 A7 A4 Bl ALL #5575
e = 25 TA SR A 5 10 142

e 309 4R B AL 2R PP W) 32 K (receptor for ad-
vanced glycation end-products, RAGE) & —Fjh Z (K
AR, B TR T R U A
RAGE FiPIMIER: 2/ —Fh 4K RAGE, MFRIK
RAGE(mRAGE) , AU IRAMa B RN B, 7 T
I AUH6 L B2 A (AEC T ) JER M4 i, & AEC
I B8 05 bR 8900575 5 — M0 2wl ¥ 1 RAGE
(sRAGE) , ik = 25 I8, WO ke 21 4 e A A 1ff 5 v
AVESTETERY T 26 b S AR5 bR G fE R b
sRAGE /K-V-3 5 5 ALI/ARDS 1™ B /2 FE ARG,
ABIF S BT 3245 2R 2 I v ZRUli-450 47 Rk i 0 98 e
sRAGE R A78AE, 5 I i A2 BEAH G

AR S0 2Re PR JE 1 6 AN [ 3 2k B9 LPS 75 5
CEUNR=NE AT IR TR SNV RS A A
IR B EER T4, AR LPS PR AE R
USRS 2, B3R LPS W5 Sl E KLk
A5 O B 7 5 e e G 1 T B S A i e e
VeV (BALF) ' TNF-ao & sRAGE JiliZ 21 RAGE 7k
FIH mRNA RIEEN, 2R/ LPS B8 A4 K LSk
4505 f8 R REAILAR

1 #RFsEE

1.1 ##
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TT-3'; B B-actin b RS 14150152 5'-GATGA-
CAAGCAGCCCTAT-3" Fl 5" -TCCATGCCAATTTA-
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2 & R

2.1 KRA—EHERL

AN[E)FEE LPS 45 AR R B L B sl b | e
MRS FERESERIL, LPS 0.3 mg/kg 2H LPS 1 mg/kg
ZH 43 TR LPS 3 mg/kg 2H \LPS 9 mg/kg ZHAET™
LK 33.3% .83.3% ,LPS 9 mg/kg ZH H TAET:
by RSB ATRT
2.2 foik TNF-a sRAGE 4%

TNF-a }2 sRAGE [{7K V75 4 2H 8] 22 5 B AP A
it Y (F=118.88,P < 0.001;F = 124.76,P <
0.001,% 1), dlfEItbE, ZRWAESIHE X (P
¥1< 0.05), SXFAHA L ,3 4> LPS 41 TNF-a %

sRAGE 7K 38 (P 2< 0.05)
2.3 BALF ¥ TNF-o . sRAGE 7K-F

TNF-a }2 sSRAGE [7K-V-1E 4 2H (8] 22 7 Y17 AE
iiteeE L (F = 173.64,P < 0.001;F = 3921 ,P <
0.001,3% 1), A tbis, 2R WAESITFE L (P
¥1<0.05), SXFRRAAEL,3 4~ LPS 4] TNF-o P
LPS RGN (P #4< 0.05); 1 3 > LPS 41
sRAGE 7K1 i & (P #< 0.05),{H LPS 1 mg/kg
15 3 mg/kg A R ZER TG SL(P > 0.05),
2.4 MH#LZ% RAGE &85 mRNA &k

5% EZH A EE , LPS 40 RAGE #1145 mRNA
IR (E 1),
2.5 MLLIRILFIES

A2 RO AR NS 2, 2] 212540 5 3% | FEAR
TeRPELNMIE 5 24 LPS 0.3 mg/kg I, i 6 b 4% 1
W, EREARBE, AT Y
LPS 1 mg/kg B}, AT DLA PEANA I | il [a] s 7K
HAJEE ;24 LPS 3 mg/kg B, /K 26 4R DL R H
MR, 4 4U SR 2 534 4t
FEN(EER1,E2),

1 BAFEXRAHLIRGES T TNF-a sRAGE 7KF

Table 1 lung damage scores, TNF-a and sRAGE levels of neonatal rats in each group (Xx5)
g1 n A O TNF-a(ng/1.) sRAGE (ng/L)
- ) IR BALF iR BALF
NS £ 6 0.60 + 0.52 81.54 + 12.46 48.45 £ 6.42 86.39 + 9.36 115.70 + 3.39
LPS 03 mg/kg 4 6 1.50 + 0.53 148.22 + 19.10 79.88 + 10.67 145.68 + 12.97 107.79 + 3.79
LPS 1.0 mg/kg 20 6 220+ 0.42 266.36 + 30.36 119.70 + 11.39 207.40 £ 11.18 97.64 + 1.98
LPS 30 mg/kg 2 4 3.10 = 0.74 393.92 + 40.10 202.60 = 15.07 259.53 + 22.86 94.47 + 4.28
FA8 35.47 118.88 173.64 124.76 39.21
PAE <0.001 <0.001 <0.001 <0.001 <0.001
LPS(mg/kg)
NS 03 10 30 2.6 ABXKHT
RAGE === < NS S St B Bl A 20 BT 4 5 i M
B-actin BALF 1 TNF-a /K -AFTEIEAH K (r = 0.988,P <
. " 0.05;r = 0.974,P < 0.05), M LR EL-55 1L7E
26 . sRAGE 7K FAFAEIERE (r = 0.997,P < 0.05),
= BALF H1 sRAGE K-FAFFESAIR (r = -0.975,P <
=
é 4- * 0.05 ) o
5 2 L 30 #
= .
=, 1 ALT BRI ERER I A 2 IR /Ay
NS 4l 0.3 L0 3.0 B AR R I SRS 5 AR T HA B ok

LPS(mg/kg)
5 NS4tk "P < 0.05,

El 1 440 RAGE 5 mRNA F£iEKF

Figure 1 Expression level of RAGE protein in the four groups
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Figure 2 HE staining of pathological sections in each group (x100)
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