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Effect of CEACAMI1-derived peptide KM17 on platelet activation*

Wan Wen, Wang Hua-wei, Ye Yu-jia, Li Long-jun, Yang Li-hong, Yang Xiao-na,
Dong Ling, Chen Li-xing, Meng Zhao-hui
(Department of Cardiology, The First Affiliated Hospital of Kunming Medical University,
Kunming, Yunnan 650032, China)

Abstract: Objective To explore the effect of KM17, a synthetic CEACAMI1-derived peptide, on platelet
aggregation, release, and adhesion. Methods We examined the effect of KM 17 on platelet aggregation induced by
different agonists (ADP, thrombin, collagen, and AA) with aggregometer. We observed the effect of KM17 on
platelet P-selectin release after stimulated by ADP with FCM. The effect of KM17 on platelet adhesion to collagen
was observed under a microscope. Results KM17 dose-dependently promoted ADP-induced platelet aggregation
(P < 0.05), but had no significant effect on platelet aggregation induced by AA, collagen, and thrombin (P > 0.05). In
addition, KM17 had no significant effect on platelet P-selectin release induced by ADP (P > 0.05), and there was no
significant difference in the numbers of platelet adhesion to collagen after incubated with different concentrations of
KM17 (P > 0.05). Conclusions KM17 dose-dependently promoted platelet aggregation induced by ADP, but had
no significant effect on platelet P-selectin release induced by ADP, and on platelet adhesion to collagen.
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— R b A B & MMP-12 87 4] 1fi /N Bz CEACAM1
Ja WA AR TE AL . RAERPMRIMER . Ak, 1gV
25 F B U5 1 22 Ik WYKG AT (8 B i 37 S A9 1 /s
MR o JHORLRE ™, HE DN L W] B B — 5 A 1/ AR
CEACAM1 37 55 Y] Jiz % ¢ JL 75 5 A9 ot /N 3% A A o

1M 22 Ik KM17 S Al {2 #F ADP 75 S5 19 /MR R 4E, (H
X ADP 55 19 1L/ e P-4 28 R A DL B A
LR Z Ik KM17 7] fEXT ADP 555 4 1l /N AR e 0k 5t
FE TG AR .

ADP 2 fi i W /MR B sh il 2 —,
FH I Ak Y Il /0N Bl % ORE A3 W, L5 P2Y L,
P2Y12, P2X1 Z5 /MR 52 i 4 450, Hip, 5 P2yl
ZARLE A 5 ] SO B AR A C AT 5 il /M AR TE |
EERREEERENRE,; SP2YRZEKESE, W
TR RPN B, A TXA2, TR Bl /N A
RO, JF R /MRS AR A P2X]
M Z AR A ADP i 5 (45 25 7@ 58, X I/ AR
RAEERBRBME", BmIEm, £ B KM17 7] fig
i 3 3 Ak ADP 5 P2Y1 8% P2Y12 (U454, i35 PLC

+ 38 -



HIH

152, 55 RGOS AR SC AR M BB 3~ IR 22 K K7 %8 i MRas AR A P B 5

B AC, RN RS AT R AR G R L
Ab VR IS B S R BT e D R SR A A A R
EAFEAGP la/lla (G5 FE a2B1) FGPV,
BERQBITEBEE FIMENT, ol HiE S KRS
A5 1 GPVIH i 5 I 454, AT GPVI/FeRy
55 Mg, #F—21F S M/ MOE LR ED, K
MM, 22 R K17 X 1L /)N i i 285 2 BT e Dot 6 o 114 4
FHAR DLW 52 me R AT HEDN , 22 Ik KM17 7] e 5%
M) ADP 75 5 1L/ N 35 6 5 19 I /N A — i /N A 2R 4 3k
P, WX GPVIEE GP T a/ a5 T Y fist B i 2%
At I BAIEH .

AR 22 K KML7 X 1 /0N il 2 68 1) 52 i 5 MMP—
12 i U7 1l /N B CEACAMI Ji5 4 52 I 508 A 58 4= 4R
[W], 25 35 0 4 F i /N B 3R 4B A R R -, FE
—ERE L EAPREAER- . BeHER, iR
CEACAMI £ MMP-12 Bl 5 il AE i 2 4 2 ik, 1
T T Ak 25 R BN [R], HE T I /)N Al g B 1) 52 i) 4,
AIREA AN, Wl EW A, /i CEACAMI A]
e S 5 W & 22 AL R /N D) fE

Zr BTk, AR E T CEACAMI IgV
1 12 C2 FE 45 4 808 1 22 Bk KML7 % 1/ i 3% AR A
M52, $78 KM17 7] 42 oF ADP 375 5 19 1l /) Al 2R
£, (BXF ADP I b i /N S5 1) P-2E R R BRI, DA
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