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ABSTRACT Objective To explore the clinical characteristics and biological differences between patients
with essential thrombocythemia ( ET ) with Gan-depression and blood-heat with stasis, and Gan-depression and
Pi-deficiency with blood-stasis. Methods Totally 85 patients with ET were assigned to Gan-depression and blood-
heat with stasis (58 cases ) and Gan-depression and Pi-deficiency with blood-stasis ( 27 cases ) .The peripheral
blood cell count, prognostic risk and influencing factors, thrombotic risk and influencing factors, and gene
mutations were analyzed in the patients with the two conditions. Results Among 85 ET patients, the hemoglobin
(HGB ) concentration was higher in patients with Gan-depression and blood-heat with stasis| ( 146.0+21.2) g/L]
than that in patients with Gan-depression and Pi-deficiency with blood-stasis| (135.6+21.6) g/L, P=0.039) ].
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The proportion of patients with a history of thrombosis in patients with Gan-depression and blood-heat with stasis
(84.5% (49/58 ) | was higher than that in patients with Gan-depression and Pi-deficiency with stasis [18.5% ( 5/27 ),
P<0.001]. The proportion of high-risk prognosis was higher in patients with Gan-depression and blood-heat with
stasis [41.4% (24/58 ) ] than that in patients with Gan-depression and Pi-deficiency with stasis [14.8% (4/27 ),
P=0.015]. There was no significant difference in the mutation rates of driver genes ( JAK2V617, CALR and MPL )
between the two syndrome types ( P>0.05) . Of the 59 patients who received non-driver gene testing, the TET2
mutation rate was higher in patients with Gan-depression and Pi-deficiency with blood-stasis [26.3% (5/19) | than
that in patients with Gan-depression and blood-heat with stasis [2.5% (1/40), P<0.001]. Conclusions There
were differences in HGB, thrombotic history, high-risk prognosis, and genetic mutations between ET patients
with Gan-depression and blood-heat with stasis and those with Gan-depression and Pi-deficiency with blood-stasis.
The incidence of thrombotic events was higher and the prognosis was worse in Gan-depression and blood-heat
with stasis compared with Gan-depression and Pi-deficiency with stasis. ( Registration No. ChiCTR2200057736 )
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