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ABSTRACT Objective: To investigate the effects of decitabine combined with low dose homoharringtonine and cytarabine and re-
combinant human granulocyte colony stimulating factor (HAG) scheme on the cellular immune function, serum cyclooxygenase-2
(COX-2) and basic fibroblast growth factor (bFGF) in patients with acute myeloid leukemia (AML). Methods: 93 patients with AML in
Shanxi Bethune hospital from April 2016 to April 2019 were selected, they were divided into control group (n=46, HAG scheme) and
study group (n=47, decitabine combined with low dose HAG scheme) according to the method of random number table. The changes of
clinical efficacy, cellular immunity, serum COX-2, bFGF levels of the two groups were compared, and adverse reactions during treatment
were recorded in the two groups. Results: The total clinical effective rate of the study group was 80.85% (38/47), which was higher than
56.52% (26/46) of the control group (P<0.05). After treatment, the levels of CD3*, CD4"/CD8", and CD4" in the two groups decreased,
but those in the study group were higher than those in the control group (P<0.05). The level of CD8" in the two groups increased, and that
in the study group was higher than that in the control group (P<0.05). After treatment, the levels of serum COX-2 and bFGF in the two
groups decreased, and those in the study group were lower than those in the control group (P<0.05). There was no difference in the inci-
dence of adverse reactions between the two groups (P>0.05). Conclusion: The treatment of dexithabine combined with low dose HAG
scheme can reduce the immunosuppression of AML patients, improve the levels of serum COX-2 and bFGF, and the drug safety is good.
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HHTZIR VAT XE R R, 1 JCSE— I R J7 38 v AR I
PR 20 A 2 B AR 7 SRR DR B DB A R v — SR AZ T
(HAG)J7r 421897 AML (9 57k  (H A A A I R 2 B UE 52
AT Ir L RIF IR S , BE T2 257, HiPG IS
TRr5 P DNA B RS R 254, T v 4 & 2k
P, S8 F b0, AP S T X IR , 3@ X Lo oK B s
BEUIA ) AML HE 7E/NflHiE HAG J5 20925 al L BCA 1 P fib
BEIRYT UG T RO AROR , BRI T

I R 5% ik

1.1 BEEMN

FEHL 2016 4 4 A ~2019 4 4 A1 VE HoK BUE BEMGE
(7 93 fi] AML g3, W ARRIE : (1) IZWitrifES % (AERER
MAFEST I R IAREE T, I L B REE R (2) 8
HANHBIAIZAR 25697 5 (3) BITFEAITIRIER ; (4)
BH LR R AE AT BB R HERRARE : (DA™
HIFE I RES 5 ; (2) G IF M R G MR 5 (3) A& IF N
RGP ; (4 BIHIBERYE PRI T & (5)RIFH
Hoh ™ B A MR RGP s (6 IR LN A2 5 (7) B I K
PR, TCERCATRYT# -« ASKIFFE C 3E 1L 78 PR B R Bepe
P DS T o LR BB R YRR AT R 4w e
(n=46) FIHF5¥ 4 (n=47 ) , Horpr Xf R4 55 26 5], 2 20 4], 4F- %
39~64 %, F-14(52.161 4.08)% ; ¥ 8 35 (French-British-Ameri-
can, FAB) 2V [ MU 43780 . M1 %0 8 45i] , M2 #1012 5] , M4 #1 9
Bi ,M5 B 11 5], M6 %I 6 il WFsxdl S 28 Bil, £ 19 B, i
37~63 &, F-44(53.08+ 5.43) % ;FAB 21 1 I 5 490 . M1 %l
9 {5, M2 # 14 5] , M4 £I 7 f5i] , M5 7 9 5] ,M6 %Y 8 i, WL —
JBEFEREXT LU A I 3 22 55 (P>0.05)
1.2 Ak

X HRZH R SR HAG J5 RIGYT , 8 = A2 IR (b R R
25 A RN ), [ 25 5 H33020007, HLAE 10 %/ &)1
mg/m?, FIE T, 13K /d, d1~14; BRI (MG 7R 5 3 [ 24
AR, AE 50 mg, [ 25 5 H23021806 )15 mg/m?, f7 T

TS, B 12 h JI25—0K, d1~14 520 ORI 5 7% R
(Nipro Pharma Corporation ISE Plant, It 5-: S20171034)200
pg/m?, B VESS, 1R /d, d1~14, BFFEAL R 45 T Ho P A I B
A/MFIE HAG 7 RIAYT , Huph {ih 5 (Janssen-Cilag International
NV, FEMHIE S :H20181217, #LAS - 1 i / £ )15 mg/m®, K
L, d1~5, i ERTE] >3 he PR 10 mg/m?, J7 R 4T, AR
12 h 25—, d1~14; 5 =JRAZARH 1 mg/m?, F ki 7, 1 K
/d, d1~14; EH KA F 150 wg/m?, f2 NS, 1
W /d,d1~14, LA B T BT LR 3 AR AE
07 . PZHIILL 21 d —RI7 I, TRYT 4~6 ARG YT
(MLB BT ZAH L) o
1.3 WZRAEHR

()W B FR TG IR IRIT A ST E S IR
CILRRIZ W B 7 3R N - 58 4 G iff « I RAARAE SOREIR I K
ME A Lotk £ H >90 /L, F4: >100 /L, HErh 4lHEAH
Ho < 5%( E AL 200 AT RATG) . ZLANES S RATN R
SEH T Aver /IMAFIRESM L 15 SLA7 A 5 353 225 - BB
LIHELINE L 81 5%~20%(JF] I REEHT T B 50% LA 1), IR
SEAR BN A —TURB ] FaRbRiE ; IO - KRB F Bk
FRERE s BARCR = SERZMAR + TR B . (2)IL kMR
SRR R RCIRIL . (3) THRITHT JBT E IR R E TR
FK I 8ml, 43 R WA, e — AR R A A (3 BD 2
FIAE )R CD3",.CD4",CD8', Jf-i1 4. CD4/CD8" ., 7
—A§25 3600 t/min 2.0 13 min, ARCECER 12em, Z3EI0L
I, BT -50CARIRLKAR tr R o SR P BRI S sie Mg BHEASHI if 775
M4 AT -2(Cyclooxygenase-2, COX-2 ) Bl il £T 4k 41 fifa A= |
[X ¥~ (Basic fibroblast growth factor, bFGF ) 7K 3 , M2 4% 38 < 7]
& (g REIR A YR A FRA B U B BT
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ReJH SPSS 22.0 HEATHEAL IR 5 4347 T BOR  (ct 5)3%
7N, S B HEBCR T AR  ; THECE R [In(%0)], 2R 1] LU RCR T »2
K, 24 P<0.05 B 22 R A G5 L.

2 R

2.1 lEPRIT 8L 5
BFFEALIAY T A A RS A AR 80.85%(38/47), 5 14
R 1Y 56.52%(26/46 ) (P<0.05); TEILZ 1.

R 1 IERFTRELE [51(%)]

Table 1 Comparison of clinical effects [n( % )]

Groups Complete remission Partial remission No relief Total effective rate
Control group(n=46) 9(19.57) 17(36.96) 20(43.48) 26(56.52)
Study group(n=47) 15(31.91) 23(48.94) 9(19.15) 38(80.85)
X 6.412
P 0.011
22 PGB IRELLE WEFEAL TR IR (P<0.05), PRULE 2.

W41 1597 B CD8*.CD3*.CD4/CD8*.CD4* /K 3 Fr %5 JG 2%
2(P>0.05); 4147 /5 CD3* . CD4/CD8* .CD4" /K -3 F &,
(AR X BRAL(P<0.05) ; THZH B2 5 CD8' K37, A

2.3 ImjE COX-2.bFGF 7K FEEL &
PHALIBIT RTINS COX-2 bFGF /K- Hei 625 55 (P>0.05) ;
PHZHIRYT G s COX-2 bFGF /KEH R, HFFT4AR T34
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WELH(P<0.05), T 3,
*® 2 HGBEINEELLRGE 5)
Table 2 Comparison of cellular immune function(xt s)
CD3(%) CD4(%) CD8(%) CD4'/CD8"
Groups Before After Before After Before After Before After
treatment treatment treatment treatment treatment treatment treatment treatment
Control group
(n=46) 5539+ 621  45.18% 6.16%  32.06% 3.47 19.83+ 4.97* 30.13+ 4.06 3398+ 4.15¥  1.06% 0.31 0.58+ 0.09*
Study group
(n=47) 56.18% 7.16  51.46% 6.49*  31.75+ 442  26.51+ 4.62* 2997+ 396 36.07 3.97* 1.06% 0.23 0.73+ 0.14%*
t 0.568 4.784 0.376 6.715 0.192 2.482 0.000 6.131
P 0.571 0.000 0.708 0.000 0.898 0.015 1.000 0.000
Note: Compared with before treatment, * P<0.05.
% 3 Mmi%& COX-2.bFGF K F b B (xt s)
Table 3 Comparison of levels of serum COX-2 and bFGF (xt s)
COX-2(ng/L) bFGF(pg/mL)
Groups
Before treatment After treatment Before treatment After treatment
Control group(n=46) 56.32+ 6.31 42.56% 5.53* 31.88+ 3.42 25.11% 3.54*
Study group(n=47) 56.04+ 7.29 30.11% 5.57* 30.94+ 4.53 18.35+ 3.46*
t 0.198 10.815 1.128 9.313
P 0.544 0.000 0.162 0.000

Note: Compared with before treatment, *P<0.05.

24 RERRMEZEBRIEE

XFREALIRHAR HE 1 E B TE S L2 I ThRE R
w2 BIBBEIH R KRR R AEFN 10.87%(5/46) 5T 4H
T B 2 68 s SR, 4 IR DB S H 3 i D
N B SR R R 19.15%(9/47) LS B v R A 3
HLARTE 22 57 (X=1.246, P=0.264) .
3 e

A1 T AML B335 i A7 7 — BeR L4 2 | B IARAS T BE I
BEMG, AW 2N MEER AR ERR RS, £
PR FET AML B F it 32 V25, Jouk AT i T 4 i B il
B AT O R0 BEAF T 4 S RS9, g R
M M E 2 R 9 AT T 2 1N CAG JHAG TEIRYT AML H 3% iy
KA TCHGHETE R A 35 40%~60%, {H i T 952 1R 7 B Bk
BT RERRART , WALST 25 A7 A i 32 22 B B i R i
T A, JUHAE R e SR T B4 TR S 5
RPN, 51k K PR, ™ SOt B i
R AML 352 HAG VY7, HFET- 2RI 1A 20%L I, Fr L)
FoRk AML B# T IETT I RO AR SR 2 —. T
AR R A IR TR YT 1R B A7 338 1) o R R R T LA
FWFFEE R LI AML (1 K95 5 Z2 i 5L A7 AR 50 W 3k
A BB C RIS, 9 S R A SO g KON v s L Tk
BEL L e M 0 — 2B 100 4. P A I3 Ry A SR AR 9 1
DNA HUILEERS BN EI 2590, & TS IR IS Ak
R T 25 R A BT T M, HAG 5728 B AR50 e 4t
FUAMHIER, AR R 8 Pl RE S A 2N B RN,

WA BN HAG BRG HPIAbENRYY, IR Resk
U AT 3

COX-2 HA7 B AT A G 8t 80 A AR skl 2 e 1
VR, AR A S A7 AR 5 8 3236 bFGF 2 —Fh {2 ik
IRET A A0 A A K 8 B, T IR A A SR O A R 4
B R R R TR, AR SR BN PR IR R
B I DA B A 25038 R ML COX-2 \bFGF 7K - M 3 A T ) BR
2, XIEFE R HAG Jr S (4 Bl A ml i 20 A 20ha 1 21X
A DNA v BH 1E DNA & i, 3 1752 i b S A G it s 55 = 2042
e Y 40 ] P 200 L A% 200 BB 1 B B AR, b TR
FAZRBETIRR , 5200 DNA £ 18 R 20 M 4 7% 00 i 2 vl {2 2
I 200 L3 58 oAb AR TR B ] R IR G 2 A 3R T B TR YT
fRMPER, PG ALY RT LB A DNA 8557, X} DNA H 355
7 A= AN AT A A T, SEER2s F 3E Ak, S AR L A 5 R
Hu VG filiFE b PTHE58 HAG J7 R BTHERR T A A0 EE e A, itk
P I3 A AR T, DT BEL LR J 228, PG T 2 AN [F]
FIFE R R, RV RIE T, 26 FIBH LR B i, F— 2 4%
FHRTTRLR . AR 45 R Bow , BRR 7 ikl 5 4
PEFME , (5 2H 09 G 0 ) o 3 B A%, 30K W) Bt G it ]
{2 {fi CD4".CD25'T 40 a5k >4 CD4" . CD25" 87514 T 4l ,
PRHERRE R IR M T AN 2R AT R, A TATIRAR T % 20 e 322 1)
i N e oo N T KA E W N SN e o E w2 o B
HOPG AR/ N HAG Ty 22367 254 2 M8y, XTThE
JEPN HAG Jr e B2/ MR AT, BRI 0 8 25
Al Bz,

5 Bk, HPS RS /IR HAG 5 227697 AML i
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