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ABSTRACT Objective To explore the clinical feature,gene mutation and prognosis of syndrome of
Pi-Shen deficiency and toxin stasis stagnation and syndrome of qgi-yin deficiency and toxin stasis stagna-
tion in patients with myelodysplastic syndrome(MDS). Methods A total of 78 patients with MDS were as-
signed to group of Pi-Shen deficiency and toxin stasis stagnation syndrome(DPS,64 cases) and group of
gi-yin deficiency and toxin stasis stagnation syndrome ( DQY, 14 cases ). The differences of blood cell
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count,bone marrow blast cell ratio,prognosis karyotype, prognosis risk,gene mutation,survival and dis-
ease progression between two groups were compared and analyzed. Results Among 78 patients with
MDS ,the percentage of patients in DPS[ 82.05% (64/78)] was significantly higher than that of DQY
[17.95% (14/78) , P<0. 05]. According to the prognosis score of blood cell count,the percentage of pa-
tients with absolute neutrophil count( ANC) <0. 8x10°%/L in DPS[ 35. 94% (23/64) ] was significantly higher
than that in the DQY[ 21. 43% (3/14) ,P=0. 028 ]. The percentage of patients with subtypes of EB-1 and EB-
2 in DPS[29. 69% (19/64) ] was significantly higher than that in the DQY[ 7. 14% (1/14) ,P<0. 001]. Accord-
ing to the prognosis score of karyotype,the percentage of patients with intermediate/ poor/very poor cyto-
genetic risks in DPS[29.69% (19/64)] was significantly higher than that in DQY [ 14.29% (214), P =
0. 006]. According to the IPSS-R,the percentage of patients with prognostic score>3.5 in DPS[ 48. 44%
(31/64) ] was significantly higher than that in DQY[ 21. 43% (3/14) ,P<0. 001 ]. According to gene sequen-
cing,the percentage of patients with gene mutation in DPS[ 60. 94% (39/64) ] was significantly higher than
that in DQY[ 42. 86% (6/14) ,P=0. 005] ,and the percentage of patients with more than two gene mutation
in DPS[ 39. 06% (25/64) ] was significantly higher than that in DQY[ 14. 29% (2/14) , P<0. 001]. The 4-year
survival rate of patients in DPS(26. 56% ) was significantly lower than that of patients in DQY (42. 86% , P=
0.018). Two patients in DPS[ 3. 13% (2/64) ] ,while as none of 14 patients in DQY progressed to AML. Con-
clusions There were significant differences in prognostic factors such as ANC,bone marrow blast cell ra-
tio,karyotype,risk,gene mutations,and year-survival rate between DPS and DQY. MDS with syndrome of
Pi-Shen deficiency and toxin stasis stagnation was related to poor prognosis.

KEYWORDS myelodysplastic syndrome; gene sequencing; prognosis; Pi-Shen deficiency and toxin
stasis stagnation syndrome; qi-yin deficiency and toxin stasis stagnation syndrome
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