
233© Springer Nature Switzerland AG 2019 
T. Y. Khong et al. (eds.), Pathology of the Placenta, https://doi.org/10.1007/978-3-319-97214-5_33

Chronic Deciduitis
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33.1	 �Introduction

Chronic deciduitis is one of the chronic inflamma-
tory lesions of the placenta, the involved placental 
compartment being the decidua [1]. It is diagnosed 
in the presence of plasma cells and lymphocytes, 
or in the absence of plasma cells, diffuse and 
intense non-perivascular lymphocytes [1]. Chronic 
deciduitis is frequently seen in association with 
chronic chorioamnionitis and VUE [2]. The asso-
ciation of chronic deciduitis with other placental 
chronic inflammatory lesions supports it being a 
histologic manifestation of maternal anti-fetal 
rejection; however, the possibility of microbial 
infection of the endometrium must also be consid-
ered as a cause [3]. The association of chronic 
deciduitis with higher rates of IgG class I and IgG 
class II HLA panel antibodies [4] and placental 
C4d deposition [5] when compared to controls 
supports the association of chronic deciduitis with 

maternal immune response to fetal antigens, rather 
than to infection. Chronic deciduitis is more fre-
quent in placentas resulting from egg donor preg-
nancies (immunogenetically unrelated to the 
mother) when compared to non-egg donor preg-
nancies (semi-allografts) [6, 7] also supporting an 
immune mechanism. Chronic deciduitis is an 
association with preterm labour [8].

33.2	 �Definition

Chronic deciduitis is diagnosed in the presence 
of lymphoplasmacytic inflammation in the 
decidua or, in the absence of plasma cells, the 
presence of diffuse and intense (>50/HPF) non-
perivascular lymphocytic inflammation.

33.3	 �Synonyms

Lymphoplasmacytic deciduitis, Chronic lympho-
plasmacytic deciduitis, Chronic deciduitis with 
plasma cells, Chronic plasma cell deciduitis, 
Chronic lymphocytic deciduitis.

33.4	 �Epidemiology

Chronic deciduitis is a commonly diagnosed lesion. 
It is more frequent in preterm compared to term pla-
centas, having been reported in 8–25% of preterm 
compared to 2–13% of term placentas [2, 9]. 
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Chronic deciduitis is frequently seen with chronic 
chorioamnionitis [2] and VUE, particularly basal 
chronic villitis [2, 10]; however, it is not uncommon 
to see chronic deciduitis in isolation [2]. Chronic 
deciduitis is also frequently seen in decidualized 
endometrium from first trimester spontaneous mis-
carriage, having been reported in 9–20% of chro-
mosomally normal and 4–30% of chromosomally 
abnormal spontaneous miscarriage [5, 11]. It is par-
ticularly common in recurrent chromosomally nor-
mal spontaneous miscarriage [11]. In comparison, it 
has been reported in 0% of elective abortions [5].

33.5	 �Gross Findings

Chronic deciduitis is not associated with any 
gross morphologic changes in the basal plate or 
the placental disc.

33.6	 �Histopathology

Chronic deciduitis is diagnosed when plasma 
cells and lymphocytes are identified in the 
decidua (Figs. 33.1 and 33.2) or there is diffuse 

and intense lymphocytic infiltration (>50/HPF) 
[1]. Plasma cells are frequently present in small 
scattered clusters admixed with the lympho-
cytes, although they can be sparse. There are no 
current data to correlate the numbers of lympho-
cytes or plasma cells with clinical outcomes; 
however, this quantification of lymphocytes rep-
resents an agreed-upon definition by the authors 
allowing for reproducibility and future research. 
The lymphocytes should be non-perivascular, as 
lymphocytes in a perivascular location may be 
seen with maternal vasculopathy, and therefore 
may have a different connotation. As chronic 
deciduitis is associated with other chronic 
inflammatory lesions, especially basal chronic 
villitis [2, 10], the presence of basal chronic vil-
litis should prompt a search for chronic 
deciduitis.

33.7	 �Immunohistochemistry

Immunohistochemical stains for CD138 will 
highlight plasma cells but are not necessary to 
confirm the diagnosis (Fig. 33.3).

Fig. 33.1  Chronic 
deciduitis: the basal 
decidua is infiltrated by 
plasma cells (arrows) 
and lymphocytes. Basal 
chronic villitis is also 
present in the adjacent 
anchoring villi
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Fig. 33.2  Chronic 
deciduitis: plasma cells 
are seen in the 
inflammatory infiltrate 
in the basal decidua 
(arrows)

Fig. 33.3  Chronic 
deciduitis: 
immunohistochemical 
staining for CD138 
highlights the plasma 
cells

33.8	 �Genetic Susceptibility

Currently, there is no known genetic susceptibility 
to develop chronic deciduitis.

33.9	 �Prognosis and Predictive 
Factors

Chronic deciduitis is an association with pre-
term labour [2, 8]. It is also an association with 
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chromosomally normal and abnormal spontane-
ous miscarriage [5, 11], being particularly fre-
quent in recurrent spontaneous miscarriage 
[11], supporting a role for maternal anti-fetal 
rejection in early fetal loss. Chronic deciduitis is 
frequently associated with C4d deposition in the 
placenta in spontaneous miscarriage, a feature 
of classical complement pathway activation, 
and it has been proposed that this might be a 
mechanism of placental and fetal injury [5]. A 
recent study has shown an association of basal 
chronic deciduitis with morbidly adherent pla-
centa; however, the role of chronic inflamma-
tion in the pathogenesis of abnormal placental 
adherence is unclear [12]. As with other chronic 
inflammatory lesions of the placenta, the anti-
genic stimulation eliciting the inflammation is 
not known. The association of chronic decidu-
itis with preterm labour and spontaneous mis-
carriage requires further investigation. Most 
studies have required the presence of plasma 
cells for the diagnosis of chronic deciduitis, and 
the significance of chronic deciduitis with 
plasma cells may be different from that without 
plasma cells.
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