2020 4 3 A Femh B 2E 55 R March 2020

BAa0E E3W Basic & Clinical Medicine Vol.40 No.3
MEHE: 1001-6325(2020)03-0299-06 HF R ie 3R

2210 R PR/ BT AR L 2 T T 14 4

x|, kFe, w ', ®m &', MEF, TZE, k H'”
(1. FHRE P IR 55 266000; 2. 5 5B K#ME ER: FFEAMNEL, IR 5 5 266000)

W B P02 % (Cur) SRR IL-FEE BTSN BRI SUE P80 (DTPL) B R A& 1, 3% b
BB HL > %t BRZH (Con) AEILL (Mod) (2% 4 1 8 mg/kg T 4L ( Cur 4,Cur 8) , A4 10 H, W%k R0 b
VIR UG IAL A0 48 h TRl S 2R FUE G D @& H 0, HE B4 1 @ AN HE AR real -
time PCR KU I@i SR 36 T (TNF-a ) | A K -6 (1L-6) 4t #-10(1L-10) (M8 N A KT (VEGF-a) FE1b2E
K F-B(TGF-B) i mRNA i5; Western blot ¥l VEGF-ae,\ TGF-B ,Stat3 , p-Stat3 I H I F ik, &R SxF LM
Lo A2 45 R AL R B 2E AR B ., SRR L, Cur 8 41455 O A& W IR (P<0. 05) ; Cur 8 4 5 4
MO B A A B 22 . Cur 8 2H TNF-o IL-6 i mRNA ik 4K TALHEIZH | IL-10 . VEGF-o Fl TGF-B
PR R TREIZE (P<0. 05) 5 Cur 8 20 VEGF-o TGF-B ,p-Stat3 2 FH # kK1 m TR (P<0.05) , & %
TR/ BBk I - PR A BT Y DTPL, FHAIL I 7T R 55 4 i 48 1 S vy B AR a4 i 8 74 O

KB : B USBALUR SR BT fr s S 5L

hE 5> 25 R4T1 X ERFRES ;A

Curcumin alleviates deep tissue pressure injury in mice
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Abstract: Objective To evaluate the effect of curcumin on wound healing in deep tissue pressure injury ( DTPI)
induced by ischemia-reperfusion in mice. Methods Mice were randomly divided into control group (Con) , model
group (Mod) , 4 and 8 mg/kg curcumin treatment group ( Cur 4, Cur 8), 10 mice in each group. A deep tissue
pressure injury model was established by magnet compression. The wounds tissue was injected with curcumin every
48 hours and photographed to observe the wound healing. HE staining was used to observe the pathological changes
of wound healing. Real-time PCR was used to detect the mRNA expression of TNF-a, 11-6, 11.-10, VEGF-a and
TGF-B. Western blot was used to detect the expression of VEGF-a, TGF-, Stat3 and p-Stat3. Results Compared
with the control group, the wound in the model group gradually deteriorated, and the pathological changes were ob-
vious. Compared with the model group, the wound healing of the Cur 8 group was significantly accelerated (P<
0.05). Compared with the model group, the inflammatory cell infiltration was reduced and the neovascular density

was increased in the Cur 8 group. The mRNA expression of TNF-a and IL-6 in the wound tissues of the Cur 8 group
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was less than those in the model group, while the expression of IL-10, VEGF-a and TGF- was higher than those
in the model group (P<0.05). The expression of VEGF-a, TGF-B and p-Stat3 in Cur 8 group was higher than

those in model group (P<0.05). Conclusions

Curcumin administration can alleviate DTPI of mice induced by is-

chemia-reperfusion, and its mechanism may be related to the inhibition of inflammatory response and promotion of

angiogenesis.
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Table 1 Sequence of the primers
name primer sequence
TGF-B F.5'-CAACAATTCCTGGCGTTACCTT-3’
R:5'-CAAGAGCAGTGAGCGCTGAA-3’
TNF-a F.5'-ACAAGGCTGCCCCGACTAC3’
R:5'-TGGGCTCATACCAGGGTTTG-3'
IL-6 F.5'-ACCACTCCCAACAGACCTGTCT-3'
R:5-CAGATTGTTTTCTGCAAGTGCAT-3'
1L-10 F:5'-CAGAGAAGCATGGCCCAGAA-3’

R:5'-CACCTTGGTCTTGGAGCTTATTAAA-3’
F:5'-CAGATCATGCGGATCAAACCT-3’
R:5'-CTTTCTTTGGTCTGCATTCACATC-3'
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Fig1 Wound healing of DTPI in mice
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Table 2 Effect of curcumin on wound healing ratio in mice(x+s, n=3)

group 3 days 5 days 7 days 10 days 12 days 14 days
model 1 1.43+0.04 1.53+0. 08 1.03+0. 10 0. 81+0. 06 0.55+0.07
Cur 4 1 1.33+0.09 1.27£0.07" 0.86+0.04 " 0.73+0.07 0.42+0.07
Cur 8 1 1.31+0.08 1.15£0.07 " 0.81+0.06 " 0.63+0.08 " 0.31+0.08 "

“P<0. 05 compared with model group.
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Fig 2 Histological examination at day 14 after DTPI( HE stainingx100)
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Fig 3 mRNA expression of TNF-«, IL-6, IL-10, VEGF-a, TGF-B and HIF-1« in the wound tissues(x+s, n=3)
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