FRERTFELR 4B EF LS 238

P!
[

(D93 ¥ frap & o 2 % AT g
By GHER)

%
7
g

S B
S %L - NSC 95-2320-B-041-013-

# O 2 95# 087 01 px 9607 31 ¢
¥ oo B FRpPRL A BRI (4)

AL R

B AR D LTy A -HEmm 2y
B e SRR A s R W o



SRR THELR RS L EFE L

H = % #F

S [(J#p ¢ e R4 £

CD93 A H 73k it 2. # e A 3

aars W BHARE L] &3 %
3 %5l 1 NSC 95—2320—B—041—013—

HFHPF :HBEB? 1p31I6ET? 3P

FERAFAIRER

L afFA

FRFEAR D EFE AN

FEFRFAGEEF ORI R Ta) AR =R
M ERFRE I T RE L2 HE
CJALR e I T3 s (FER 4 -
D{«H,?ﬂ ER P =R AN S
MEERCERFLEIFLZ BT L -
|:| K%_%L‘IFIH;LE—\,LéLE] }Igwg %%_f)}
RILS N AR LR CRTAERNE A ABTELVE
§|J?;J-%; ““5'J'TT?I'7“§“ dhos 4B 2 T F%'r?ﬁé
(2 G B FEpate (- 2= #67 2B 43
RETH s FIRA D

19



e

B4tz : CD93 > H {53k THP-1me » B iT® » phuiT®

L CDO3 Frd A - it kg h T NPE R o HAUE R AR GHE Pk ef ¢ sk

J 7&? DA g mre N L e s S Wi £ 5 fEme - CDI3 3v & 652 Bk
fe B¢ & 7K LB IRLRE T BEGFAp M RE - BRI NEREMNE - BE
him?e Koy o CDO3 F-vi BAe A - 5 Clqu ) 3L G e A 3 Clg RuE B s IE Y G
B oo PR Boif - db 4R prin s CD93 F-v ¥ % %87 4 Clq RugehB g (®% ¢ o ¥yt CDI3
Fv e P v ARE A deam F 23 -i_’jzrho hAZEE P AP A M «}E’F,',sm’?é' U937
E T A CDI3 A FhA M - £ 4-CDI3 2 H 7 b £ RV L DNA > & 45912 Ak
it & 4L CDI3 $-v (CDI3DL) & #1% e ) £ 2451 CDI3 §-v (CDI3DC) ek 7]k
7 ~ 8 473k THP-1 %2 » 773 CD93 2 # % £ dv F >t THP-1 fwve &2 i 3 rﬂvji ‘m i g
Fomz pdript o FHE SR me 2 Bt o TR S F o § THP-1 ' &% PMA
[gem &t L Evgimre pF > CD93 30 ch&A R T ' o § THP-1 e i § % 3 CDI3 3+
FEo dnre chB e T PR 0 F 8 THP-1 fwfe g R L fobe cig 4 & € Ak drd] o g
S5 oCDIB 3-d T d T HPmRanR B iy o

-

Abstract
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CD93 isatype | cell surface glycoprotein predominantly expressed on myeloid lineage cells,
microglia cells, endothelial cells, and early stem cell precursors. Human CD93 consists of 652
amino acids and contains a carbohydrate recognition domain (CRD), five EGF-like domains, a
mucin-like region juxtaposed to the transmembrane region, and a short cytoplasmic tail. CD93
was originally named for its suggested participation in the enhancement of FCR and complement
receptor (CR1)-mediated phagocytosis. However, other reports suggested that CD93 was not
reguired for enhancing phagocytosis in vitro. The function of CD93 remains controversial. In this
study, we cloned the gene of CD93 from human histiocytic lymphoma U937 cells and
investigated the functions of CD93 in monocyte THP-1 cells, which stably expressed CD93,
CRD deleted CD93 (CD93DL) and cytoplasmic tail deleted CD93 (CD93DC). We used flow
cytometry to explore the expression of CD93 in PMA-stimulated THP-1 differentiation, and
demonstrated that CD93 expression level was down-regulated by PMA. In THP-1 cells
overexpressed CD93, the phagocytosis and adhesion to endothelial cells were suppressed. These
results suggested that the expression of CD93 might regulate the functions of monocyte.
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