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Clinical evaluation of peripheral blood cells, derived parameters, and coagulation function in adenomyosis
patients

SANG Jiate, DU Xue

(Department of Gynecology, Tianjin Union Medical Center, Tianjin 300121, China )

Abstract Objective: To explore the changes in peripheral blood cells, derived parameters, and coagulation function in adeno—
myosis patients, and to investigate their clinical significance and diagnostic value for adenomyosis. Methods: A total of 26 patients with
adenomyosis (excluding uterine fibroids and endometriosis) who were hospitalized in the Department of Gynecology of Tianjin Union
Medical Center from September 2018 to August 2023 were retrospectively conducted. A total of 33 patients with benign ovarian cysts or
simple endometrial hyperplasia during the same period were selected as the control group. The clinical data, peripheral blood cells, sys—
temic immune inflammatory index (SIT), systemic inflammatory response index (SIRI), coagulation function, and serum carbohydrate
antigen 125 (CA125) levels were compared between the two groups, and their clinical significance in adenomyosis was analyzed. Re—
sults: Compared with the control group, the uterine volume in the adenomyosis group increased (Z=-5.746, P<0.01), and the levels of
PLR, SII, and CA125 increased (Z=-2.351, -3.810, -4.805, all P<0.01). In terms of coagulation function, thrombin time was signifi—
cantly shortened in the adenomyosis group(Z=-1.971, P<0.05). There was a statistically significant difference in fibrinogen between the
non-bleeding stage group of adenomyosis and the control group(Z=-1.969, P<0.05). Compared with the control group, the non-bleeding
anemia group with adenomyosis of the uterus showed a longer activated partial prothrombin time(Z=-2.200, P<0.05). Correlation analy
sis found a positive correlation between hemoglobin and thrombin time in adenomyosis (r=0.466, P=0.016). After drawing the re—
ceiver operating characteristic curves of the subjects, the areas under the curves for CA125, PLR, and SII were 0.883, 0.665, and
0.644, respectively. Conclusion: Patients with adenomyosis have abnormal coagulation function, and CA125 has a high diagnostic val—
ue for adenomyosis. PLR and SII also have certain accuracy in the diagnosis of adenomyosis.
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Tab.l Comparison of general clinical data between two groups of

patients [xxs, M(Ps,Ps)]
fBtr TERNEEA(=26) XHRY(n=33) tiZ P

() 47.12+6.42 40.15£17.60  -1.917 0.060
ZEIR 3.0(2.0,4.0) 2.0(1.0,40) -0.808 0.419
FEIR 1.0(1.0,2.0) 1.0(1.0,2.0)  -0.557 0.577
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Tab.2 Comparison of peripheral blood cells and derived
parameters between two groups of patients [M( Pss, Ps)]
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Tab.3 Comparison of coagulation function between two groups of

patients [M( Px, P5)]
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Tab.4 Comparison of coagulation function between two groups of
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non-bleeding stage patients [M( Py, P+ )]
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Tab.5 Comparison of coagulation function between two groups of
patients with non-bleeding anemia [M( Py, Ps)]
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