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Abstract : Objective To explore the efficacy of serum hyaluronic acid (HA) and transforming growth fac-
tor-81 (TGF-B,) in assessing the severity of myelofibrosis (MF) in patients with myeloproliferative neoplasms
(MPN). Methods A total of 129 MPN patients treated in this hospital from March 2022 to March 2023 were
selected as the study group.,and they were categorized into MF-0 group, MF-1/2 group and MF-3 group based
on the MF classification criteria. Additionally,129 healthy volunteers who underwent physical examination in
the hospital during the same period were selected as control group. Clinical data were collected for all subjects.
Serum HA level was measured in all subjects by radioimmunoassay, while serum TGF-, level was determined
by enzyme-linked immunosorbent assay. Pearson correlation analysis was performed to assess correlations be-
tween serum HA and TGF-B, levels in MPN patients,as well as their correlation with platelet count (PLT).
Multivariate Logistic regression analysis was conducted to identify factors influencing MPN patients with
MF-3. Receiver operating characteristic (ROC) curves were plotted to evaluate the diagnostic value of serum
HA and TGF-B, for detecting MPN patients with MF-3. Results The PLT and serum HA, TGF-8, levels in
the study group were significantly higher than those in the control group (P <C0.05). Among MPN patients,
33 cases belonged to the MF-0 group,51 cases to the MF-1/2 group,and 45 cases to the MF-3 group. The PLT
and serum HA, TGF-8, levels in the MF-3 group were obviously higher than those in the MF-0 group and MF-
1/2 group,and PLT and serum HA,TGF-B; levels in the MF-1/2 group were prominently higher than those in
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the MF-0 group,with statistically significant differences(P <C0. 001). Pearson correlation analysis results re-
vealed that serum HA level was positively correlated with serum TGF-8, level (P<C0.001),and serum HA,

TGF-B, levels were positively correlated with PLT (P <C0. 05). Multivariate Logistic regression analysis re-

sults revealed that elevated PLT,serum HA and serum TGF-, levels were all risk factors for MF-3 classifica-

tion in MPN patients (P<C0. 05). ROC curve analysis results revealed that the areas under the curves (AUCs)
of serum HA,TGF-8,; alone and in combination for assessing MPN patients with MF-3 were 0. 839,0. 800 and
0. 896 respectively,and the AUC of combined detection of both indicators was significantly larger than that of
individual indicator alone (P<C0. 05). Conclusion Serum levels of HA and TGF-, are significantly elevated in MPN

patients,and combined detection of both indicators can effectively assess the degree of MF in MPN patients.
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