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Effects of systemic genetic diseases on corneal transplant rejection
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Abstract: Corneal transplantation is the main method for the treatment of corneal blindness, and corneal transplantation rejection is
the key to determining the survival time of corneal grafts and the postoperative visual acuity of patients. The cornea benefits from its
special anterior segment "immune amnesty" state, which enables corneal transplantation to enjoy a very low rejection rate among many
organ transplants. However, the risk of rejection still exists. When the body is in a special state of abnormal genetic material, the host
will delay or promote the occurrence of corneal transplant rejection by macrocontrolling the protective effect of the "immune amnesty"
state on the graft or the harmful effect of the recipient on graft rejection. This in turn affects the survival time and transparency of the
graft. Therefore, this article reviews a variety of systemic genetic diseases related to corneal transplant rejection, summarizes the effects

of systemic genetic diseases on corneal transplant rejection, and briefly analyzes its pathophysiological mechanism and the particularity

of diagnosis and treatment.
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Progress in surgical techniques for intraocular lens implantation in cases of

insufficient capsular support
LIU Zhuoran,LIANG Kun,Bouye Teguedy Mohamed,TAO Liming
Author Affiliation:Department of Ophthalmology, The Second Affiliated Hospital of Anhui Medical University, Anhui,
Hefei 230601, China

Abstract: Capsular insufficiency is usually caused by loss of the capsule due to ocular trauma or lens surgery or by congenital lens
abnormalities. In the above cases, although the intraocular lens cannot be implanted by means of capsular support, it can still be im-
planted by other fixation methods. This article reviews the traditional clinical and recent development of several intraocular lens im-
plantation surgical methods for insufficient capsular support, focusing on the surgical indications, characteristics and key points, to pro-
vide a reference for the clinical development of related work.

Key words: Phakic intraocular lenses; Aphakia eye; Lens dislocation;  Capsular insufficiency
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