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Physiological role of interleukin-18 and its correlation with gynecological reproductive diseases: research progress
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[ Abstract ] Interleukin (IL)-18, an IL-1 family cytokine, is a pleiotropic immune regulator. IL-18 plays a strong

proinflammatory role by inducing interferon y and is associated with diverse reproductive related gynecological diseases. This article
reviews the physiological role of IL-18 and its correlation with gynecological reproductive diseases, and discusses the impacts of IL-18
on female reproductive physiology from the perspective of endometrial receptivity, folliclar development, and reproductive immunity.
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I Th2 (R M5 T i 1L-18 5 IL-18R 455 1E
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¥ 88 (myeloid differentiation factor 88, MyD88 ) FlI
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y T ENFRED (E1) .
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Fig1 Process of IL-18 activation

IL: Interleukin; DAMP: Damage-associated molecular pattern; PAMP: Pathogen-associated molecular pattern; caspase: Cysteine

aspartic acid specific protease; IL-18R: Interleukin-18 receptor; NF-kB: Nuclear factor kB; MAPK: Mitogen-activated protein kinase;

Th: Helper T cell; NK: Natural killer; IFNy: Interferon y.
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Fig2 Relationship between IL-18 and EM
IL: Interleukin; EM: Endometriosis; EGF: Epidermal growth factor; caspase: Cysteine aspartic acid specific protease; Th: Helper

T cell; IFNy: Interferon y; NK: Natural killer; VEGF: Vascular endothelial growth factor.
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Fig 3 Relationship between IL-18 and PCOS
IL: Interleukin; PCOS: Polycystic ovarian syndrome; IL-18R: Interleukin 18 receptor; NLRP3: NLR family pyrin domain containing 3;

TNF: Tumor necrosis factor.
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NK cell
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Placental thrombosis ‘

Hypercoagullability

Cytotoxic
T cell

l

ICytotoxicityT I— |CD56*CD161CD56*CD16’T |

ProhferatlonT

‘ Apoptosis and injury of trophoblastic cells ‘

l

I Immune disorder J

4 IL-18 5 RSAMIXHR
Fig 4 Relationship between IL-18 and RSA
IL: Interleukin; RSA: Recurrent spontaneous abortion; Th: Helper T cell; NK: Natural killer.
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