o 4o I E¥4£2174£ 1 A% 38 %% 14 Int ] Lab Med,January 2017, Vol. 38,No. 1

BHERARANFREEERPAMREXRERMABNRIEREN

RAH rmat' ,p—3F W HHEA . E # LB B4 W HBEES
(58 —ARER. ] hikmlws;2, zs;3. AL R, L9 650032)

 Z:BH KitBlbBwkaohm(CMLEZFFH PEEMBG EAARLECML Am e ER. W H LGRS L,
Fik ERAEALAELEE RSN CML %M 8 (CML-CP 41)30 4] , smig 31 (CML-AP 41)21 #] . % % # (CML-BP 41)15 4] , 2
RAGEMEL MBI REREZ TH A 0FERZALAETRARES T H AL F CD68,CDI63,CD206 # & & Tk, )42 3
MEMMWECML 3 X RRAMNNTMARTFOAL LR, £8 CML AW S HFHMAR ¥ CD68.CDI63,CD206 14 & i ¥ %
BHFABABYEMA . CML-BP A% %% F CML-AP 48,CML-AP 40 & F CML-CP 41, B £ % ¥ 4 %t % & L (P<<0.01); 4% /¢
28 CD68 & & T2 B a2 £ F £ it 5 & L(P>0.05), % CD163.CD206 45 & F 2 1B 40, B £ 534 A A %t % & L (P<<0.01),
K& Mmy CML-BP A0 A3 Z A% A2 2 F R4+ 5 &L (P>0.05); £ 3 B CD163 A= CD206 k& i 8 B 4% F CD68 #%
Rk, B £ FAA % F & L (P<0.01), Bl 8. CML-CP 41 ,CML-AP 41 .CML-BP 41 . % f# 48 . & 4 i 0 F CD163 5 CD68 fa &
29 Jo 3 % AR £ (P<<0.01) ,CD68 #9 '8 b 2w i S vk & F CD163.42 £ % £ 4 it 3 & L (P>0.05); @ f2 CML & % 4 Bl — it
CD163.CD206 #9 k ik 2 F R4+ FEL(P>0.05), &it E4w@wiRACML 5 FHFAARSHRZEZTE.FEEREY
HEER B M2 AL, BECML AR AZAZFERAR.SE CMLWE A LEEWMAL. ANLTHEZCML B2EEZ X WRE
Z—, mAEFTHMAE P CDI63.CD206 ¥ T4 AR M2 A E v ed4c £ 4 .
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Expression of leukemia-associated macrophage in bone marrow of Chronic Myeloid Leukemia patients and its clinical significance”
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Abstract; Objective To detect the expression of leukemia-associated macrophage,a type of white blood cell that expresses spe-
cific proteins such as CD68.CD163,and CD206.in bone marrow of Chronic Myeloid Leukemia(CML) patients.and to investigate the
clinical significances of tumor-associated macrophage in CML. Methods Bone marrow tissues were collected from 30 patients with
CML in chronic phase(CML-CP),21 patients in accelerated phase(CML-AP),15 patients in blastic phase(CML-BP) ,and 44 CML
patients who had a remission after treatment and 7 patients who did not. 30 healthy volunteers were recruited as controls. Expres-
sion of CD68,CD163,and CD206 was determined by immunohistochemistry staining with specific antibodies. Results Compared
with patients who did not have a remission after treatment and the controls,the expression levels of CD68,CD163,and CD206 were
increased in patients with CML-CP,CML-AP,CML-BP,CML-BP.,and who had a remission after treatment, with an order as fol-
lows: CML-BP>CML-AP>CML-CP(P<C0. 01). Tissues from patients who had a remission had higher values than the controls in
expression levels of CD163 and CD206(P<C0. 01) ,as well as CD68(P>>0. 05) , which showed no statistical difference though. In the
controls, the expression levels of CD163 and CD206 were lower than CD68(P<C0. 01). In addition, the number of positively-stained
cells with CD163 correlated with CD68 in group CML-CP,CML-AP,CML-BP,as well as patients who had a remission after treat-
ment and who did not(P<C0. 01) ; while for CD68, there were no statistical difference( P>>0. 05). Conclusion Macrophages were
distributed in the bone marrow of CML patients with a high density of infiltration, with a trend of transformation to M2 macropha-
ges as the disease progresses. Furthermore, the distribution density of macrophages was different in different stages of CML, closely
related to the occurrence and development of CML. In bone marrow tissues,CD206 and CD163 can be used as markers to identify
M2 macrophages.
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Primary) 4 B 2£ [ Abcam 2\ #] .

1.3 5k WO BCE BE AL, BT AR R E bR W
RIEAT K A A S AL

1.4 SHEEHABN CD68.CDI163,CD206 75 B B H A iy %
B BCEBEE R AU AP U] 3~4 pm R U T RA S
P 4y 4l b e K i CD68.CD163,CD206 ik . A 18 41 1]
PBS &M —9i.

1.5 @i b s 1A s d b g a5 R 2 Ao
UM% 5 Sy F L 25 R AR R S i AR I A R A 5. i
R T HEAT S 2 H K . FE AN A B B AN B K AR € B
RETEYRAE. EAlERRRIESZH, 2REE
SAKLNTE AR A 240, S e AR AR 485 (100 £5) T 1B HL 5
A Yo BT 0 AL BT L S AE T RS BE T (400 B5) 1B RA M AT T
WP B EAE G i 4 T

1.6 Ziit2eabsm R JH SPSS19. 0 G it 84 4T 40 7. 3T
BHELL s R &4 CD68.CD163,CD206 1 3 ik iy
FEBH ¢ #2535 . N Pearson #3643 #1 CD68 5 CD163 fy 456
PE,BL P<C0.05 BZESAHZI¥HE X,

2 % ®

2.1 CD68.CD163.CD206 fus 4l by o4 A2 A4 fr
95 1) A 2 2 R g T D I T 9 Vi L A S B A 4R R 2 ]
DM 2 0 g k) CD68 I 46 B &% 200 M 5 1 (B 200 g 3¢
{60y CD163 J CD206 ) E Mg M= . XoF B2 45 vh vl I
L0 200 I S o e R L e b WL

B2
H:ALALLA2 430 CD68.CD163,CD206 £ IE % B i 41 41 % ik ; B.B1.B2 43y CD68.CD163.CD206 #£ CML ‘H g4l 41 h %Kik,
1 CD68.CD163,CD206 S AL e fa 45 R A E (X 400)

CML-CP 4, H. 22 5 A geit 2 3 L (P<C0. 05) , CD68 2 fift 20 1
i xR AL (A 22 R R 4 12 & L (P>0. 05), CD163,CD206
G AR T B, H 22 55 BR324 38 L (P<C0. 05)5
CD68.,CD163,CD206 7&K & fift 41 5 CML-BP 4 M L A 3 = &
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