Z % & 25 Anhui Medical and Pharmaceutical Journal 2023 Mar,27(3) + 433 -

[J]. 22108225 ,2023,27(3) : 433-438.DOI : 10.3969/j.issn.1009-6469.2023.03.003.

Ok O

MLHI A R R

L AR, SR X E
HH . NEFEHXFREEREMNRST P, AEFABE 424010050
WBATVEH IR, Lo, % W A S B SE T 1) A S G TR A B , Email : nmghhzhx@163.com
AT B ER A RPHESL A T H (81460090)

W MIEBR IR LR E Aesr P e 5 D S I N AR IR AL D RE S SR — R SR B PR o
HRAEFATIR AT TR, A 0] 1050 B 40% oK F T MR | 1125 2 A A5 07 002 I 00 5 R 2 9 . Bl ARG 5T
MR A, K B3 B 20 i A K P F (epidermal growth factor, EGF) 78 ffy B4 43 v B 95 11 ¢ i & & 45 45 B2 AE (R F 9 3%
B AR 25 Tl B T A T TR A FHAILAR] it H AT OC T EGF 76 A Bt A5 S ad A vb iV Gl B W A0 25538, B 7
Ja AR IE S i PR 7 B P R B

XEIE: MBS AR REARAERNT

Research progress of epidermal growth factor and its related signaling pathways
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Abstract: Corneal injury is a series of ophthalmic clinical diseases in the corneal structure and function abnormality mainly caused
by physical, chemical, microbial infection, immunity and other factors. According to epidemiological studies, 40% of irreversible blind-
ness in China is corneal blindness, which is mainly caused by various corneal injuries. The related in-depth researches have found out
that epidermal growth factor (EGF) plays an important role in wound healing in the stage of corneal injury, but different studies have

shown that it has different mechanisms in respective pathways. This study provides a review of current researches on the role of EGF in

corneal injury repair, aiming to provide new ideas for the clinical treatment of corneal injury in the future.
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Advances in the application of porous tantalum in orthopedics and stomatology
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Abstract: Porous tantalum trabecular metal has long been used in orthopedics to promote angiogenesis, wound healing and osteogen-
esis. More recently, porous tantalum has been increasingly used in titanium alloy dental implants. Porous tantalum has become a popu-
lar graft material because of its good biocompatibility and elastic modulus similar to bone tissue. Compared with titanium, it can signifi-
cantly promote the proliferation and differentiation of primary osteoblasts, and it is one of the best metal implant materials known at
present. After implantation, porous tantalum can promote bone bonding and complete bone integration, thus significantly improving the
secondary stability of implants in bone tissue. In this paper, relevant literature are reviewed and analyzed to introduce the properties of
porous tantalum materials and their application in orthopedics and stomatology
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