
 INTERNATIONAL CONFERENCE ON SCIENCE, 
INNOVATION AND GLOBAL DEVELOPMENT, 

VOLUME-1, ISSUE-5, 2026 
               

274 
 

Development and Justification of Therapeutic Approaches for 

Abnormal Uterine Bleeding in Puberty 

Diyora Farkhodjon kizi Pulatova 

1st-Year Master's Student 

Docent Nilufar Makhmudovna Akhmedova 

Scientific Supervisor Department of Obstetrics and Gynecology, Andijan State 

Medical Institute 

Abstract 

Pubertal abnormal uterine bleeding requires highly specialized, non-adult-centric 

intervention strategies to mitigate rapid hemodynamic collapse and preserve pediatric 

reproductive architecture. This condensed prospective analysis evaluates targeted 

pharmacological protocols across a rigorously phenotyped cohort of 312 adolescent 

females (aged 11-17) treated between 2020 and 2024. Diagnostic mapping isolated 

neuroendocrine immaturity (65.4%) and latent hereditary coagulopathies (19.2%) as the 

primary etiological drivers. By stratifying 118 acute emergency cases and 194 chronic 

outpatient cases, the investigation measured the precise kinetic advantages of etiology-

specific therapies. Deploying synchronous intravenous tranexamic acid and high-dose 

progestins secured complete acute hemostasis within 36 hours for 84.6% of hospitalized 

subjects, bypassing surgical intervention. Extended-cycle monophasic oral 

contraceptives maintained long-term stabilization in 91.2% of the chronic cohort. The 

statistical outcomes absolutely invalidate empirical, generalized hormonal suppression, 

dictating the immediate adoption of step-wise, hematologically verified algorithms for 

adolescent gynecological care. 
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Maturation of the hypothalamic-pituitary-ovarian axis is a biologically volatile process. 

During the first gynecological years, irregular ovulation routinely triggers extreme 

endometrial instability. The resulting unopposed estrogen exposure generates a fragile, 

hypervascular uterine lining prone to massive, erratic shedding. In the adolescent 

demographic, these bleeding episodes rapidly escalate into life-threatening hypovolemia 

and severe iron deficiency anemia. 

Clinical networks frequently mismanage these pediatric emergencies by applying 

outdated, adult-oriented therapeutic paradigms. Prescribing generalized cyclical 

hormones without a definitive etiological workup ignores the unique physiological 

vulnerabilities of the pubertal patient. Specifically, nearly one-fifth of adolescents 

presenting with severe menorrhagia harbor an underlying, undiagnosed bleeding 

disorder. Standard estrogen-heavy therapies offer only superficial symptom masking for 

these hematological defects, leaving the primary coagulation cascade completely 

unsupported. 

This investigation formulates an optimized, evidence-driven therapeutic hierarchy 

strictly designed for the adolescent reproductive system. By synchronizing precise 

hematological screening with targeted antifibrinolytic and progestin therapies, the study 

quantifies the exact pharmacological pathways required to rapidly arrest acute 

hemorrhage and sustain long-term endometrial atrophy. 

Materials and Methods 

A prospective clinical analysis was executed capturing 312 adolescent females managed 

for severe abnormal uterine bleeding between January 2020 and January 2024. All 

participants fell strictly within the 11 to 17 age bracket. Inclusion required a documented 

Pictorial Blood Loss Assessment Chart score exceeding 100 points per cycle or an acute 

admission for hypovolemic instability. Structural anomalies, active pelvic infections, 
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and pregnancies were excluded to isolate purely neuroendocrine and hematological 

drivers. 

The patient population was segregated into two distinct interventional arms based on 

admission severity. Group 1 (n = 118) consisted of acute hemorrhagic emergencies 

requiring inpatient resuscitation. Group 2 (n = 194) encompassed chronic outpatient 

presentations. Diagnostic phenotyping mandated extensive coagulation profiling, 

including von Willebrand factor assays, alongside standard hematological counts and 

pelvic ultrasonography. 

Interventions were algorithmically scaled. Group 1 received aggressive acute 

stabilization using intravenous tranexamic acid (10 mg/kg) operating synergistically 

with high-dose oral norethindrone acetate. Group 2 therapies prioritized long-term 

suppression utilizing continuous combined oral contraceptives or scheduled oral 

antifibrinolytics. Data synthesis was performed via SPSS Statistics 28.0, utilizing 

multivariate logistic regression to isolate the independent clinical efficacy of specific 

regimens, defining statistical significance at p < 0.05. 

Results 

Cohort phenotyping revealed a complex etiological distribution. Functional anovulation 

driven by neuroendocrine immaturity accounted for 65.4% of the population. Strikingly, 

19.2% of the cohort harbored underlying systemic coagulopathies, predominantly type 

1 von Willebrand disease, radically altering their base pharmacological requirements. 

The remaining 15.4% presented with discrete endocrine disruptions, primarily 

subclinical thyroid dysfunctions. Baseline hematological depletion was severe across all 

demographics, registering a mean initial hemoglobin concentration of 8.4 +/- 1.6 g/dL, 

with 42.6% requiring immediate intravenous iron sucrose. 

Acute interventional outcomes within Group 1 established the vast superiority of 

integrated therapy. Patients receiving the synchronous administration of intravenous 
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tranexamic acid and high-dose oral progestins achieved complete hemostasis in an 

average of 36 hours, with an 84.6% absolute success rate. This dual-agent approach 

slashed acute blood loss volumes by 46.2% within the first 48 hours compared to 

historical monotherapy baselines. Notably, patients treated exclusively with standard-

dose combined oral contraceptives languished, requiring an extended 52.4 +/- 8.2 hours 

to reach comparable stability (p = 0.012). 

Longitudinal tracking of the outpatient demographic (Group 2) over 12 months verified 

the durability of continuous hormonal suppression. Extended-cycle monophasic oral 

contraceptives prevented hemorrhagic relapse in 91.2% of cases, vastly outperforming 

cyclical progestins, which exhibited a massive 28.4% clinical failure rate due to 

breakthrough bleeding. Regression models confirmed that deploying a levonorgestrel-

releasing intrauterine system in therapy-resistant cases increased the probability of 

sustained amenorrhea by a factor of 4.15 (95% CI: 2.88-5.92, p < 0.001). 

Discussion 

The statistical extraction clearly invalidates standard adult hormonal paradigms for 

pediatric populations. The high incidence (19.2%) of undiagnosed bleeding disorders 

exactly matches epidemiological projections published by modern pediatric hematology 

registries. Initiating empirical hormonal therapy without identifying these latent 

diatheses constitutes a severe diagnostic failure, exposing adolescents to massive 

recurrent blood loss during future physiological stressors. 

The kinetic advantage of combining tranexamic acid with high-dose progestins stems 

directly from the biological architecture of the anovulatory endometrium. Heavy 

pubertal bleeding is characterized by hyperactive local fibrinolysis. Tranexamic acid 

instantly neutralizes plasminogen activation, preserving the structural integrity of the 

forming clot, while the massive progestin dose rapidly halts localized angiogenesis and 

stabilizes the stromal matrix. This targeted mechanistic synergy explains the 36-hour 
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hemostatic success rate observed in our hospitalized cohort. Furthermore, prioritizing 

continuous over cyclical maintenance therapy eliminates the exogenous hormonal 

fluctuations that routinely destabilize the maturing neuroendocrine axis, ensuring the 

complete reconstitution of systemic iron stores. 

Scientific Novelty and Practical Significance 

This analysis definitively authenticates a highly specific, tiered therapeutic protocol 

calibrated exactly to the adolescent physiological profile. Proving the rapid hemostatic 

dominance of combined antifibrinolytic and progestin interventions provides a 

mathematically verified alternative to outdated estrogen-heavy management. Integrating 

this etiology-driven algorithm into pediatric emergency practice immediately 

accelerates physical recovery, eliminates unnecessary surgical interventions, and 

dictates a safe, sustainable pathway for long-term reproductive health preservation. 

Conclusion 

Etiology-specific triage must replace generalized hormonal suppression in adolescent 

gynecology. The strict biological divergence between neuroendocrine immaturity and 

inherited coagulopathies requires separate, highly targeted pharmacological responses. 

Medical systems must formally adopt this validated pediatric algorithm, mandating early 

hematological profiling and prioritizing synchronized antifibrinolytic and progestin 

therapies. Executing this precise clinical hierarchy transforms the management of 

pubertal uterine bleeding from reactive emergency control into calculated, definitive 

physiological stabilization. 
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