
An estimated 1–5% of cases of endo-
metriosis involve the urinary tract 

with 9–20% of them affecting the ure-
ters [1]. The clinical presentation varies 
from no symptoms to pain and cyclical 
hematuria. Surgical options include ure-
terolysis, partial ureteral resection with 
possible ureteroneocystostomy, and ure-
teronephrectomy. There have been mixed 
results in the literature with regard to 
ureterolysis alone for moderate to severe 
ureteral obstruction [1].

A 34-year-old woman presented with 2 
weeks of worsening left flank pain. Her 
renal function was impaired and comput-
ed tomography showed left moderate hy-
dronephrosis and an ovoid lesion medial 
to the dilated ureter. She had a history of 
occasional dyspareunia but no diagnosis 
of endometriosis. The patient had a retro-
grade pyelogram and ureteroscopy show-
ing no intrinsic lesion and had a ureteric 
stent inserted, with subsequent normal-
ization of her renal function. 

Subsequent laparoscopic surgery was 
performed with gynecology and urology 
teams. A 2 cm nodule was overlying and 
constricting the ureter with associated 
proximal ureteric distention [Figure 1]. 

Left ureterolysis was performed, dissect-
ing and excising the densely adherent 
nodule. However, the ureter remained 
visually constricted with proximal dila-
tion. It was unclear if the ongoing stric-
ture was due to intrinsic ureteric scar-
ring from prolonged compression or if it 
would resolve following relief of the ex-
ternal compression. Close postoperative 
monitoring with review and reassessment 
at 6 weeks was performed with a plan to 
proceed to a second procedure with ure-
teric excision only if the ureter remained 
strictured at that time.

At 6 weeks a computed tomography in-
travenous pyelogram showed decompres-
sion of the left pelvicalyceal system. Four 
weeks later, mercaptoacetyltriglycine-3 
renogram showed normal and equal func-
tion of the ureteric tracts. At an 18-month 
review the patient remained well.

Controversy remains regarding the most 
appropriate surgical approach to ureteral 
endometriosis with no prospective stud-
ies on this topic [2].



Some case series [3] describe ureteroly-
sis alone for obstructive uropathy to avoid 
complications of ureteral resection, and 
have reported high success rates. Others 
advise resection due to concerns regarding 
recurrence, incomplete treatment, and com-
promise to the ureteric blood supply [2].

Our case with moderate grade hydrone-
phrosis demonstrated the option of a po-
tentially two-staged procedure: first ureter-
olysis alone followed by ureteral resection 
only if obstruction persists. This process 

allowed time for resolution and recovery 
of ureteral structure and function and as 
such may avoid more complex surgery.
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for her assistance with reviewing the ra-
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Vaccine-induced immune thrombotic thrombocytopenia 
(VITT) is a rare adverse effect of COVID-19 adenoviral 
vector vaccines. VITT resembles heparin-induced 
thrombocytopenia (HIT) in that it is associated with platelet-
activating antibodies against platelet factor 4 (PF4); 
however, patients with VITT develop thrombocytopenia and 
thrombosis without exposure to heparin. Huynh et al. sought 
to determine the binding site on PF4 of antibodies from 
patients with VITT. Using alanine-scanning mutagenesis, 
they found that the binding of anti-PF4 antibodies from 
patients with VITT (n=5) was restricted to eight surface 
amino acids on PF4, all of which were located within the 
heparin-binding site, and that the binding was inhibited 
by heparin. By contrast, antibodies from patients with HIT 

(n=10) bound to amino acids that corresponded to two 
different sites on PF4. Biolayer interferometry experiments 
also revealed that VITT anti-PF4 antibodies had a stronger 
binding response to PF4 and PF4–heparin complexes than 
did HIT anti-PF4 antibodies, albeit with similar dissociation 
rates. These data indicate that VITT antibodies can mimic 
the effect of heparin by binding to a similar site on PF4; 
this allows PF4 tetramers to cluster and form immune 

also known as CD32a)-dependent platelet activation. These 
results provide an explanation for VITT-antibody-induced 
platelet activation that could contribute to thrombosis

The immunosuppressive function of regulatory T (T
reg

) cells 
is dependent on continuous expression of the transcription 
factor Foxp3. Foxp3 loss of function or induced ablation of 
T

reg
 cells results in a fatal autoimmune disease featuring 

all known types of inflammatory responses with every 
manifestation stemming from T

reg
 cell paucity, highlighting 

a vital function of Treg
 cells in preventing fatal autoimmune 

inflammation. However, a major question remains whether 
T

reg
 cells can persist and effectively exert their function in 

a disease state, where a broad spectrum of inflammatory 
mediators can either inactivate T

reg
 cells or render innate 

and adaptive pro-inflammatory effector cells insensitive to 

suppression. By reinstating Foxp3 protein expression and 
suppressor function in cells expressing a reversible Foxp3 
null allele in severely diseased mice, Hu et al. found that 
the resulting single pool of rescued T

reg
 cells normalized 

immune activation, quelled severe tissue inflammation, 
reversed fatal autoimmune disease and provided long-
term protection against them. Thus, Treg

 cells are functional 
in settings of established broad-spectrum systemic 
inflammation and are capable of affording sustained reset 
of immune homeostasis.


