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Expression of HSPAI2B in lung of acute lung injury mice

Abstract

DONG Liang, LIU Fubing, CHEN Yongqin
(Department of Anesthesiology, Affiliated Hospital of Zunyi Medical College, Zunyi Guizhou 563000, China)

Objective: To observe the expression of heat shock protein A12B (HSPA12B) in lungs of acute lung injury
(ALI) mice and the effect of lipopolysaccharide (LPS) on the expression of HSPA12B in vascular endothelial
cells. Methods: Mouse was injected with LPS (S mg/kg), and lung tissue was taken at 6 h. The expression of
HSPA12B mRNA and protein in lung tissue was detected by real-time PCR and Western blot. In vitro, human
umbilical vein endothelial cells were stimulated by LPS (1 pg/mL). Real-time PCR and Western blot were used
to detect the expression of HSPA12B mRNA and protein. NF-xB signaling pathway inhibitor PDTC was used
to observe the possible molecular mechanisms of LPS-induced HSPA12B expression. Results: Compared with
the normal group, the expression of HSPA12B mRNA and protein in LPS-induced lung tissue of ALI mice were
significantly increased. The expression of HSPA12B mRNA and protein in human umbilical vein endothelial cells

were up-regulated in a time-dependent manner. NF-«B inhibitor (PDTC) pretreatment reversed the LPS-induced
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HSPA12B mRNA and protein upregulation. Conclusion: The expression of HSPA12B in lung of ALI mice

increases, and its mechanism is related to the activation of NF-kB signaling pathway.
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Table 1 Sequence of primer used in this study

FE K 44 1 Tl A (5-3") PR/ /bp
HSPAI2B NG #: AGCITTGCTAGTGACCCTGAG 137
Tiif: GCAGTGTAGCCAAAACTGTGA
GAPDH /NER 3#: AGCITCGGCACATATTTCATCTG 89
T#: CGITCACTCCCATGACAAACA
HSPA12B N iif: GGGGATGCTCCGAATGTCTIIG 134
Fif: CGCCCACTAGGAACAGCAG
GAPDH A Ff: TGTGGGCATCAATGGATTTGG 116
f: ACACCATGTATTCCGGGTCAAT
2 R 4G I 235 S 8 7R LP S Ab BE S AT 5 s R AR P L R
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HAG %53 X (P<0.05, F1, #£2), #£RALIN
SR 2 4UH SPA 12 B3 o 1 e ik 16 i

TSKD i *ﬂg“ HSPAI2B

1 Western Ell 546 iU & £8/N R i 4 AHSPA12BEE H R 1A
Figure 1 Expression of HSPA12B in lung tissue of mice
detected by Western blot

=2 B H/INRAHZE R HSPA12B mRNA 1 A RiX (n=12)
Table 2 Expression of HSPA12B mRNA and protein in lung

tissue of mice (n=12)

il HSPA12B mRNA HSPA12B & 4
EH 4 1.013 + 0.085 0.322 + 0.047
ALI 4H 4215 +0.911* 1.657 + 0.316™*

XA, **P<0.01,
Compared with the control group, **P<0.01.

2.2 LPS ¥ HUVEC H HSPA12B XX =M
Real-time PCRZE R B/n: SIEWAHMIL, LPS

%56 hJ5, HUVECH'HSPA12B mRNAZ A 7 %

PETFE, 12 hif ik IE{E (P<0.01, 3)., WesternEfl

HUVECH'HSPA12BIE H K1k, ZREAHIT#E
X (P<0.05; K2, #£3).

-
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21

Figure 2 Effect of LPS on the expression of HSPA12B in
HUVEC detected by Western blot

% 3 LPS X HUVEC H HSPA12B mRNA 1 & B Rix HY
0 (n=6)

Table 3 Effect of LPS on the expression of HSPA12B mRNA
and protein in HUVEC (n=6)

25 HSPA12B mRNA HSPA12B % [
EHH 0.995 + 0.058 0.218 +0.033
6h 4 1.862 + 0.326* 0.531 = 0.076*
12h 41 4217 +0.816" 3.576 + 0.634**
24h 4 4.533 + 1.051% 4.194 + 0.627¢

5 OEH 4AH L, *P<0.05, **P<0.01; Y 6h 414 I,
'P<0.05; 5 12h ZHAALL, “P<0.05.

Compared with the control group, *P<0.05, **P<0.01;
compared with the 6 h group, "P<0.05; compared with the 12 h
group, £P<0.05.

2.3 PDTC XJ LPS 55 HUVEC &iX HSPA12B i

=41
HHIHEARTILPSE S HUVECH HSPA12B# A

FALE, RAPDTCHALFEANMY, & PS5 LPSLLAH
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Figure 3 Effect of PDTC on the HSPA12B protein expression
induced by LPS in HUVEC detected by Western blot

3 4 PDTC Xf LPS R il HUVEC H1 HSPA12B mRNA 7
EBFRIZHIFM (n=6)

Table 4 Effect of PDTC on the HSPA12B mRNA and
protein expression induced by LPS in HUVEC (n=6)

ZH 5 HSPA12B mRNA HSPA12B & [
X R 1.024 + 0.033 0.306 + 0.048
LPS 4 3.627 + 0.438** 1.573 + 0.361**

PDTC+LPS 41 1.311 +0.028" 0.426 +0.364"
55Xt ~P<0.01; 5 LPS 4lAHLL, “P<0.01,
Compared with the control group, **P<0.01; compared with
the LPS group, “P<0.01.
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