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(Abstract] Objective To investigate the effects of Xiangpi Shengji Ointment on pressure induced injury rat models

through animal experiments and based on the insulin-like growth factor-1 (IGF-1)/phosphatidylinositol 3-kinase (PI3K)/protein
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kinase B (Akt) signaling pathway. Methods A total of 40 SD rats (SPF grade, half male and half female) were firstly set as
the pressure induced injury rat models, and then randomly divided into model group (physiological saline gauze, external
application), positive control group (Triethanolamine Ointment, external application), Xiangpi Shengji Ointment group (Xiangpi
Shengji Ointment, external application), and combined administration group (Triethanolamine Ointment combined with Xiangpi
Shengji Ointment, external application). Another 10 healthy SD rats were selected as the blank group, and only the same
position was inserted into the magnetic device without pressure. The healing status of each group was recorded daily. HE
staining was used to observe the pathological damage of wound surface, and ELISA was taken to measure serum tumor
necrosis factor-a (TNF-a), Interleukin-18 (IL-1f), and interleukin-6 (IL-6) levels. Western blot and RT-PCR methods were
taken to check the expressions of PI3K, Akt, mammalian target of rapamycin (mTOR), IGF-1 protein, and mRNA in wound
tissue. Results Compared with blank group, the wound area of model group rats increased (P<0.05); compared with model group,
the wound area of rats in the positive control group, Xiangpi Shengji Ointment group, and combined administration group
decreased (P<0.05); compared with the positive control group and Xiangpi Shengji Ointment group, the combined administration
group showed a decrease in wound area (P<0.05). The HE staining showed that the pathological structure of the wound in the
blank group rats was relatively complete, with regular arrangement of tissue cells and dense pathology. No obvious tissue
necrosis fragments, edema, and inflammatory infiltration were observed; in the model group, obvious muscle fiber necrosis
fragments, vacuolar degeneration, fiber enlargement, and transection were observed; the positive control group, Xiangpi Shengji
Ointment group, and combined administration group showed varying degrees of pathological relief. Compared with blank group,
the levels of serum inflammatory factors of TNF-a, IL-1f, and IL-6 in the model group rats increased (P<0.05), and the
expressions of PI3K, Akt, mTOR, IGF-1 protein, and mRNA were higher (P<0.05); compared with the model group, the levels
of serum inflammatory factors of TNF-o, IL-1f, and IL-6 of rats in the positive control group, Xiangpi Shengji Ointment
group, and combined administration group decreased (P<0.05), while the expressions of PI3K, Akt, mTOR, IGF-1 protein, and
mRNA increased (P<0.05); compared with the positive control group and the Xiangpi Shengji Ointment group, the levels of
serum inflammatory factors of TNF-a, IL-1B, and IL-6, and the levels of PI3K, Akt, mTOR, IGF-1 protein, and mRNA
expression of combined administration group were lower (P<0.05). Conclusion Xiangpi Shengji Ointment can alleviate the wound
pathology of pressure induced injury rat models. It may be related to upregulating the related protein expression of IGF-1/
PI3K/Akt signaling pathway and inhibiting the inflammatory factor expression.

(Keywords) pressure induced injury; Xiangpi Shengji Ointment; IGF-1/PI3K/Akt signaling pathway; serum inflammatory

factors; mechanism research
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20210526 ) . H 41 ffd 41 & -6 (interleukin -6, 1L.-6)
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IR A (H5.20210427) \PI3K i RNA 42 BGAH] &
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20210302 ) .mTOR & RNA 2Bk 7 & (# 5 .
20210524) #4044 Y TRABRA A G
T A 4 A B A i 4 B A 20 A PR R i
20210705),

i TAES (P EEZEREA R, B4 . CJ-2NB) ;
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JZ 1 : ACAGGCAAGCAGCAAAGTTGTCGA 149
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ZE4 10 9224523 16.452.86 80.36x3.57
KIRIZH 10 256.3526.38% 39.52+3.28%  141.35+5.26%
FEPEXTHEZ] 10 183.14+5.65" 25.23+1.94"  116.25+4.86"
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5 n  PI3K Akt mTOR IGF-1
ZH41 10 0.05£0.02  0.03x0.01  0.05:0.01  0.06+0.02
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