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Abstract Objective: To explore the expression profile of serum cytokines(tumor necrosis factors. TNF], in-
terferon-Y[IFN-v], interleukin[IL] -10, IL-6, IL-4 and IL-2)and the role of cytokines in disease evolutionary pro-
gression in real-world patients with classical myeloproliferative neoplasms(MPN) of different subtypes and driver
mutation states. Methods: A total of 39 patients with Philadelphia chromosome-negative(Ph ) newly diagnosed
MPN(11 cases of polycythemia vera[ PV], 13 cases of essential thrombocythemia[ ET], 15 cases of primary my-
elofibrosis[ PMF]) were collected clinical characteristics, such as gender, age. white blood cell count, hemoglo-
bin, platelet count, spleen, and embolism, by quantitative PCR to detect JAK2, MPL and CALR. flow cytometry
for serum TNF, IFN-v, IL-10, IL-6, 1L.-4, and IL-2 expression levels. Results: (DIFN-Y and 1L-10 were signifi-
cantly higher in PV than those in ET(P<C0.01), in PMF, 1L-10, 1L-6, and IL.-4 levels were significantly higher
than those in ET(P<C0.01), IL-2 levels were higher than that in ET(P<C0. 05); There was no significant differ-
ence in TNF level between the three groups(P >>0.05). The cytokine levels differed between driver mutation
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groups were not statistically significant (P >>0.05). Among the JAK2 mutation-positive patients, the levels of
IFN-v, 1L-10, 1L-4, and IL-2 were higher in the PV group than those in the ET group(P <C0. 05), The levels of
11.-10, 1L-4, and IL.-2 were significantly higher in the PMF group than those in the ET group(P <C0.01), and
there was no significant difference in TNF and 11.-6 levels between the three groups(P >>0.05). @ The different
subtypes showed significant differences for RBC, HCT, HGB, PLT, and PT. but not for WBC, LDH, APTT,
or FIB. RBC, HCT, and HGB levels were significantly higher in the PV group than those in the PMF and ET
groups(P<C0.01), PLT levels were higher in the ET group than that in the PV group(P <C0.05), and PT time
was longer in the PMF group than that in the PV group(P<C0. 05). In PV, IFN-v was negatively correlated with
HCT(r=—0.620), HGB(r=—0.747), TNF with WBC(r=—0.679), 1L-6 with HGB(r=—0.678), 1L-4
with FIB(»= —0. 743); in PMF, IFN-Y was positively correlated with WBC(r=0. 575), and IL-6 was positively
correlated with PT(r=0. 744). ®Patients with PV were more likely to have thrombosis(P<C0. 01) , and patients
with PMF were more likely to have hepatomegaly(P<0. 05) and splenomegaly(P<C0.01). @PMF patients with
International Prognostic Scoring System scores had higher 11.-6 levels in the high-risk group than that in the low-
risk group(P<C0. 05). Conclusion: Different subtypes of MPN had different cytokine expression profiles, which

may play a crucial role in disease development, and may be used as a new indicator related to disease risk stratifi-
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cation and prognosis assessment, and as a potential therapeutic target.
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Abstract Objective: To study the phenotypic difference of Rh blood group system between the Mongolian na-
tionality in Erenhot City in northern Inner Mongolia and the Han nationality in Baotou City in central Inner Mon-
golia, so as to provide a reference for the safety and precision blood transfusion of people in different regions of In-
ner Mongolia. Methods: A total of 1 026 cases of Han nationality in Baotou area of Inner Mongolia and 506 cases
of pure Mongolian inpatients in Erenhot City Hospital were selected for serotyping of Rh phenotype. Results: A
total of 11 Rh blood group phenotypes were detected. The majority of the phenotypes were CCDee and CCDee in
Han nationality, while the majority of the phenotypes were CCDee and CCDee in Mongolian nationality. The fre-
quency of CCDee phenotype in Mongolian nationality was much higher than that in Han nationality, and the fre-
quency of CCDee phenotype was much lower than that in Han nationality, and the difference was statistically sig-
nificant(P<C0. 05). Conclusion: In northern Inner Mongolia, pure Mongolian crowd have differences in Rh blood

type classification, the Mongolian D, C, ¢, E, e antigen frequency obviously higher than that of the Han people,
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