- 2762 - DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol20 NO.14 JUL.2020

doi: 10.13241/j.cnki.pmb.2020.14.036

BRI A P HIRY B B A S s AR YU
ZaPENHr *
kKR RmEF e HF PR OKRKR
(3158 2 o B T 25 = P B (A I O L AR PR R S B IV RE 28 48 4] 234000)

BE BTS2 R B EARBEA TS 7 B M3 A ¥R T AR Z A, Fik &5 2015451 A 201941 AL
K208 97 0 40 4B BE :-h?r%*é?é\ B R h\/ﬂﬁw (n—zl)ﬁnﬁﬂ’v’éﬂ(n 19), LA TG E LT, TR
éELE;Lt;u»ﬁJ: AT T HE R 08 9T UL E AT R4 oG Hmh LT 3 = R BB AiE T . AR FAEF 016 REMFIL G716

# WA K B F(VEGF), fﬂni‘ﬂl’ émﬂb\skt & @mpaA-% 6(IL-6). & M\% 10(IL-10)., Ji¥ 5% 37 32 B F-(TNF-0) K F . £ 5 R &
1%‘-61\% ENEIFE IR AT, ERETE, MUBELEBESAN A 71.43%,36.84% , VLI B % 3 T 5 B 20(P<0.05); % 48 5.

7 VEGF . B # ﬁ’/?&éémﬂ‘a&bb%%i’]&« ﬁnu%ﬁ’%& AR B 35473 B RAK T3 BB 4L(P<0.05); 73 28 fn 3% IL-6 . TNF-a
KT LT BB AR, IL-10 808 7 T R 295, BAEM b iF IL-6 TNF-o K3 2 F & T st gg 20, IL-10 K -F 8] 2 3 T 5+
1B 20(P<0.05); 7 40 4 B i B 3% 5K P 3 5354 57 9T B AR, VL2 40 B RAK, T 23 BB 41 (P<0.05); 78 40 5 % % & & % 2 52.38%,
84.21%, VLZ 40 B HAK T 3T AL (P<0.05), Z5i: 3 = R MBS mIE AT F 8 77 B IS A F ¥ B S0 R B 246 T 2 0 74
MG, AT AR EEEALEREARE, _ELér/\Tiﬁ‘ELm,TﬁE 5 3 Ak fn 7 IL-6  TNF-a K-, 4t & IL-10 AK-F %% KR RS
H*Ko

KEBRT : & = R AL B A T HERLT ; BB 3S A 7 SR AR A

hE 4 %S R551.3 CEKERIRAD:A  CE4HE:1673-6273(2020)14-2762-04

Efficacy and Safety of Cytarabine Combined with Cytarabine in the
Treatment of Myelodysplastic Syndrome*
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ABSTRACT Objective: To study the efficacy and safety of cytarabine combined with cytarabine in the treatment of myelodysplastic
syndrome. Methods: 40 patients with myelodysplastic syndrome who were treated in our hospital from January 2015 to January 2019
were selected and randomly divided into the observation group (n=21) and the control group (n=19). Both groups were treated with desc-
itabine, the control group was additionally treated with cytarabine, and the observation group was treated with trigeminine on the basis of
control group. The clinical remission, changes of serum endothelial growth factor (VEGF), proportion of primary cells in bone marrow,
interleukin-6 (IL-6), interleukin-10 (IL-10), tumor necrosis factor (TNF)-«, quality of life score before and after treatment and incidence
of complications were compared between the two groups. Results: After treatment, the total remission rate of observation group and con-
trol group were 71.43% and 36.84% respectively, which was significantly higher in the observation group than that in the control group
(P<0.05). The proportion of serum VEGF and primitive cells in bone marrow in both groups was significantly lower than that before
treatment, and the above indexes in the observation group were significantly lower than those in the control group (P<0.05). The serum
IL-6 and TNF-a levels in both groups were significantly lower than those before treatment, which was significantly higher in the observa-
tion group. The serum IL-10 levels in the observation group were significantly higher than those in the control group, which was signifi-
cantly higher in the observation group than those in the control group (P<0.05). The score of quality of life in both groups was significant-
ly lower than that before treatment, which was significantly lower in the observation group than that of the control group (P<0.05). The
total incidence of complications in the two groups was 52.38% and 84.21%, which was significantly lower in the observation group than
in the control group (P<0.05). Conclusion: Monotherapy with cytarabine and trigeminine is more effective in the treatment of myelodys-
plastic syndrome than cytarabine alone, which can effectively improve the patients' quality of life with higher safety. The underlying

mechanisms may be related to the decrease of serum IL-6 and TNF-« levels and the increase of IL-10 levels.
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Table 1 Comparison of the efficacy between the two groups[n(%)]

Groups n Complete response Partial remission No remission Total remission rate
Observation group 21 2(9.52) 13(61.90) 6(28.57) 15(71.43)
Control group 19 1(5.26) 6(31.58) 12(63.16) 7(36.84)
x* value 4.821
P value 0.028
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Table 2 Comparison of the serum levels of VEGF and proportion of bone marrow primordial cells between the two groups before and after treatment(xt s)

VEGF(ng/L) Proportion of primordial cells in bone marrow(%)
Groups n
Beforetreatment After treatment Beforetreatment After treatment
Observation group 21 212.63% 23.14 127.56+ 15.47 10.18% 5.12 5.13% 2.21
Control group 19 214.12+ 23.43 153.36+ 18.61 10.22+ 5.32 7.59% 3.40
t value 0.202 4.785 0.024 2.739
P value 0.841 0.000 0.981 0.009
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Table 3 Comparison of the serum IL-6, IL-10, and TNF-« levels between the two groups before and after treatment(xt )

IL-6(pg/mL) IL-10(pg/mL) TNF-a(ng/mL)
Groups n
Before treatment ~ After treatment  Before treatment ~ After treatment  Before treatment ~ After treatment
Observation group 21 4578+ 7.21 34.26% 6.21 8.05+ 3.23 15.35¢ 4.23 1.35+ 0.31 091+ 0.13
Control group 19 4571+ 7.23 39.98% 6.56 8.11+ 3.21 10.32+ 2.34 1.37+ 0.32 1.05+ 0.12
t value 0.031 2.832 0.059 4.584 0.201 3.527
P value 0.976 0.007 0.953 0.000 0.842 0.001
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