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[Abstract] Objective To investigate the clinical and pathological characteristics of adrenal cortical carcinoma (ACC),
compare differences between hypercortisolism and non-functional ACC, and assess the diagnostic value of indicators such as Ki-67
index. Methods The clinical data of 57 ACC patients admitted to the First Medical Center of Chinese PLA General Hospital from
January 2015 to March 2025 were retrospectively analyzed. According to the results of endocrine function assessment, 47 of these

patients were divided into hypercortisolism group (n=19) and non-functional group (n=28). The differences in clinical and
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pathological characteristics between the two groups were compared, and non-parametric tests and Spearman correlation analysis were
used to explore the relationship between Ki-67 index and tumor stage as well as imaging features. Results Among the 57 patients,
there were 20 males and 37 females, with a male-to-female ratio of 1:1.85. The age ranged from 16 to 76 years, and the age at diagnosis
was (48.7£13.3) years. The tumor diameter was (10.53+4.14) cm. The tumors were located on the right side in 12 cases (21.1%), on
the left side in 34 cases (59.6%), and bilaterally in 11 cases (19.3%). Among them, 16 cases (28.1%) were complicated with glucose
metabolism disorders, 31 cases (54.3%) had hypertension, and 20 cases (35.1%) had hypokalemia. According to ENSAT staging,
there were 0 cases in stage 1,15 cases (26.3%) in stage I, 24 cases (42.1%) in stage IIT, and 18 cases (31.6%) in stage IV. Endocrine
function assessment was completed in 47 of the 57 patients, including 28 cases (59.6%) of non-functional ACC and 19 cases (40.4%)
of hypercortisolism (including 1 case of hypercortisolism combined with increased sex hormone secretion). Compared with non-
functional group, hypercortisolism group had a significantly higher prevalence of hypertension (P=0.014), later ENSAT stage (P=0.010),
and a higher proportion of hypervascularization (P=0.048). The median Ki-67 index was 20% (10%-40%), showing no significant
correlation with either the maximum tumor diameter or SUV__ value, but it was related to ENSAT staging, with Ki-67 index in stage
IV patients being significantly higher than that in stage Il (P=0.032). Immunohistochemistry results showed that the positive rate of
Inhibin-a was 84.8%, and the positive rate of Melan-A was 40.9%. Conclusions ACC is a rare malignant endocrine tumor. ACC
patients with hypercortisolism are more likely to be complicated with hypertension, have later staging, and more common
hypervascular manifestations. Clinically, their endocrine function should be prioritized for assessment, and more active treatment
strategies should be adopted. Diagnosis should be combined with imaging characteristics (such as hypervascularization) and
immunohistochemical indicators (Ki-67, Inhibin-a, Melan-A). The significant increase in Ki-67 is in the advanced stage can serve as
an important prognostic indicator to guide individualized treatment.

[Keywords] adrenal cortical carcinoma; hypercortisolism; Ki-67 index; ENSAT staging; imaging characteristics
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Tab.1 Comparison of clinical and pathological characteristics in patients with hypercortisolism and non-functional ACC
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