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Syk Xf CD36 Hiik 4+ & I /INRURL D> B9 $=1E B 3 #f

AR HRAE FEA OAXA' th' ATRA FHEB EE AFEAK?
(LT MmO FNERXZEHNS MiERARE TR LEEALIEE, &K M 510095;
2. T E—ARER I F&aBEGN TERARTRSO, T FK M 510180)

WE.BH HITHE A8 %8 (Syk) & CD36 A F &% FWER, Ak B FARRERN 2 # CD36 £ 7
B GZ1(1gG2a A ) (GZ4(1gG1 A ) 5 CD36 FH M #f o 4 09 fn /N AR E 08 &, o 3 40 i AR OR U 4R 5 ofn /A 1 3%
A4y 5 FF Red-SE 7% 6 % B AR10 CD36 FH M wf o =& 09 of /NAR ¥ GZ1 ,GZ4 2 Btk 5 Je AR Ja 8y i /MR 35 /] Am N
B\ ko 40 B L AT A SR 0, IR 1 0 0 I (WB) sk AR I AE % B A B B & BR B (Syk) , P-Syk, P38 £ 4 F iF
0.7 A B (P38 MAPK) DL R P-P38 &y & 3k 1§ UL MR 4 & vk 40 4 L 36 T 28 4 Fey 4R (FeyR) R 2 Syk #1%| 7
(RA06) 5 27 40 o £ 7 , M B AT B 5200, b A iR 0 52 36 5% A £ CSTBL/6] /N R, 28 4 J6 i £ 4T R406, T
R EHMAE GZ1 3 GZ4; B i % B LM E K 5 % F RA06 By 4L 2 | A % A4 A DU /N B R /AR 3 3,
A IR AN CD36 Hik 5 /MR By 44 F, R GZ1 5 CD36 M/ MRy EF A& T GZ4, GZ1 5l 2y
M ERER BEE T GZ4 [ (42.12£2.25 )% vs (16.25£6.45) %, P<0.001], 5 B GZ1 A% th f MR &% £
ERBE A FeyR | T GZ4 T ER BB MM FeyRIL, WB £ R B 7 ,GZ1 o &% L 24 4 1 Syk & P-Syk
ik, I B 7 5| & T i P38 MAPK 15 5 # B 6y 8 BE {4, An N RA06 T 4L 72 4% 4 g J& o1 40 4 S 4% 40 B 3470 14 B4k
Mt NAR B VAR, GZI1 2K GZ4 3 3t B # JkE N C5TBL/6 BE M /N B W, GZ1 5 /N Bt /N4 A R 538 3F 5| 2
B Ay DRI B RS T S8 R406 v E NN RO W B AR B R TR L R G AR By S A R B
1% ; % T 04 % & 2 R406 AT 67, W Fo ok B ok /N Bt MBI 3 (K, 58 Syk & 3 4% 48 JiL &% CD36 itk
A MR P R EEEAEH I 5 P38 MAPK 12 5 3 B 09 E Y4 %

K4IA  CD36; M /M A JE 5 SRR Btk 40 ML B 1E Bl (ADCP) ;Fe (R BV B wE 16 A 5 B & B 88 (Syk)

FE4ES R457.1 R331.1°43 XHERFRIZEE A X EHS :1004-549X (2026) 6-0711-07

DOI:10. 13303/j. cjbt. issn. 1004-549x. 2026. 06. 002

Analysis of the regulatory effect of Syk on CD36 antibody-mediated thrombocytopenia
REN Hui' ,CHEN Dawei' ,LUO Yalin' ,XIA Wenjie' ,YE Xin' ,HE Jiansen' ,XU Yaori' , XU Xiuzhang' ,FU Yongshui'”.
1. Guangzhou Blood Center ,Institute of Blood Transfusion and Hematology-Guangzhou Medical University , The Key Medical
Laboratory of Guangzhou, Guangzhou 510095, China;2. Guangzhou First People's Hospiial, Guangdong Provincial Preci-
sion Blood Transfusion Engineering Technology Research Center ,Guangzhou 510180, China.
Corresponding author : FU Yongshui , Email . fuyongshui@ sina. com

Abstract; Objective To investigate the molecular mechanism of Syk in phagocytosis induced by CD36 antibodies.
Methods In vitro, two CD36 monoclonal antibodies, GZ1 (1gG2a) and GZ4 (IgG1l), at different concentrations were co-
incubated with platelets from CD36-positive blood donors, and the affinity of the antibodies for platelets was assessed using
flow cytometry. CD36 positive platelets from donors were labeled with Red-SE. The GZ1 and GZ4 antibodies were added to-
gether with dye-labeled platelets to peripheral blood from blood donors for phagocytosis experiments. The expression of the
Spleen Tyrosine Kinase (Syk), P-Syk, P38 MAPK and P-P38 were detected using Western blot (WB). In the in vitro
phagocytosis inhibition assay, Fey receptor (FeyR) antibodies or Syk inhibitor (R406) were pre-incubated with monocytes
prior to performing the phagocytosis experiment. In vivo experiments were performed using female C57BL/6] mice. R406
was administered via intraperitoneal injection, followed by tail vein infusion of GZ1 or GZ4 antibodies. Additionally, a treat-
ment group was set up in which the antibodies were infused first, followed by administration of R406. Changes in platelet

counts were analyzed using a blood routine analyzer, and antibody binding to platelets was detected by flow cytometry. Re-
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sults GZ1 had higher affinity for CD36positive platelets than GZ4. The phagocytosis rate induced by GZ1 was significantly
higher than that of GZ4 [ (42.12+2.25)% vs (16.25+6.45) %, P<0.001]. Moreover, GZI1-mediated platelet phagocyto-

sis mainly depends on FcyR I of monocytes, while GZ4-mediated platelet phagocytosis mainly relies on FeyR 1T of mono-

cytes. WB results showed that the GZ1 group significantly upregulated the expression of Syk and phosphorylated Syk ( P-

Syk) , and induced phosphorylation of the downstream P38 MAPK signaling pathway. Pretreatment of monocytes with R406

inhibited the phagocytosis of antibodyopsonized platelets by monocytes. After injecting GZ1 or GZ4 antibodies into C57BL/

6 female mice through the tail vein, GZ1 mAbs had a stronger binding rate to the platelets compared with GZ4 mAbs, lead-

ing to a significant decrease in platelet count. After pre-injecting R406 into mice, the platelet count reduction in both the

GZ1 and GZ4 groups was alleviated, and the binding rate of antibodies to platelets was also significantly reduced. However,

administration of R406 after antibody injection failed to prevent the decrease in platelet counts in mice. Conclusion This

study indicates that Syk plays an important role in the phagocytosis of anti-CD36 opsonized platelets by monocytes/macro-

phages and is closely associated with the activation of the P38 MAPK signaling pathway.
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spleen tyrosine kinase (Syk)

CD36 & 1 Fft ] ZAF1E T A ML/ AL AR
W2 AR P9 B AR e i el s e 7
FEIE , CD36 ik 18 45 A 7L DG A/ B R e 2 18] A
ARICHY 22 55, T PHHE R FA DX (3. 69%)
FBEIN A A MR (3. 05% ) CD36 i I A 2245
w MR IR S AN AR T CD36 B Kk
RZR,CD36 PUIFERA AT 5 T RS TR, T Rk
TN RN BAZ AR S B AR 3k CD36, 1 ALk
KA/ IR CD36 KI5, FAZAIM CD36 ik
R BRI, AL T BB i B T3
i FEAE AT IR 45 7= CD36 Hitlk . i CD36 Hi A
STV & TR o (platelet transfusion refractori-
ness , PTR) FiG L/ 87 A= ) L IR A G 323 1 1l /AR o 2D
SiE  ( fetal/neonatal alloimmune thrombocytopenia,
FNAIT) & A3 VAR G, (H I K A= L] 18 A 56 42
TEAEIST R R I ( spleen tyrosine kinase,
Syk ) VEH Sre SRR 32 R B 1 22 B VN , 2 40 L Y
FEME 515 T, Syk AT 3 I8 4% T Uif c-Jun
SR i B (JNK ) | P38 22 4 J 0% Ak 25 1 Il
(P38 MAPK) LA K 40 Ha 4ME 5 845 B4 ( ERK ) 55
2 2 AL R0 T, IR T A
SR, AR A HE SR E 15 AL | S I 25 e A= ) 25 D) E
PR AR A AR, Syk TEZ Fh A 92 )
AE PR AR P, A0 45 /R EBE R AE SOV | 40
REBRE S T AR ZH 25 0 0 A
EREE, ME Syk B C SO TR R &
B FE P ML/ A 5k 2D FE (immune  thromboeytopenia,
ITP) (AR IE™ . {3 Syk £ CD36 Hi VA 5 S ifi
IR VR SRR i ANTE A |, 30 D)5 BT
JEAR GRS, I HAH B A D RERUNE .

1 #R57EE

1.1 RS

CD36 BAPE AN BYFME MR B ) M I 0 Jo i
BRI (B 20 &4 Aotk 20 44) 5 C5TBL/6) /MR
(VLR EFEGFEEYRERRAF, 25,
N000013, %520 ¢/ H) ; BUUR CD36 B FEFEHiiA (GZ1
1 GZ4) T T I %8 4 7 0 S0 56 = #2415 Red-
SE (it %5 P36600 ) . Albumin from human serum
(HSA) (#t5:A9511) ECL &G (H#1L5:34577) |
FITC ARie £ 1gG (L5 F-2761) , 394 Thermo
Fisher Scientific 2y 7] J= it ; B-actin (1t :4970) Syk
(L5 13198) . P-Syk (#t 5. 2710) . P38 (It
8690) .P-P38 HLFLREHLIA (L5 . 4511) , ¥R Cell
Signaling Technology 2~ &) ;= it ; Pi-FeyR 1 (it 5.
sc-1184) Pi-FeyR I (#t5 : sc-13527)  Hi-FeyR I
(b5 1 s¢-20052) , ¥J°8 Santa Cruz 2 &) 7= 5 ; [F) Y
X R FUUR TG ( BioXCell 23 A], 145 : 82521101 ) ;
EasySep™ Human Monocyte isolation kit A F4Z 41 ity
A3k £ (STEMCELL 23 #], #1t5: 19359 ) ; R406
(Selleck =HIN A, #5 . S1533) ; APC Anid BT A
CD14 HsgREPLIAR (BD A #], L5 .561708) , “F-fif
VAW (HBSS) (4165 : C14175500BT) (1640 15555
(b5 .SS10824091202) , ¥4 GIBCO 72~ wl )™ i ; iy
A IME (FBS) (MO A YR A BR A F] L #E5
UBS298-04) ; RIPA 24 (#1t5-. POO13B) \ & —Ji%
VU2 (EDTA) (#1b*5 . NEPO46 ) | & [ i 41 il 5
(L5 . WB-0181) , 254 4l [ A= Wy 4 AR A BR 28 W] 7=
i s WERR B A0 I SR A9 A (50%, 41t P1082) |
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SDS-PAGE & L FEZGZ2 vh i (5, fit 5 : POO15SL) |
ST S W (LS . €3702) L BCA & & =ik 7]
& (#5.P0398S) .\ TBST (5 .ST677) , ¥ W E =
RAEWEARARRA G 5 B 9K M (PVDF)
JEE (#1E45 . ISEQ00010) . Prostaglandin E,( PGE1) (it
5.538903) , ¥4k Merck /A w77 i ; HRP FRic 41
e IgG (H+L) (Immunoway 2\ A, it 5 : RS0002) ,
FACS CantollJi = 4H 2 {1 (BD 22 %)) ; BC-5000Vet &
FH4 B 30 M 30 40 e 53 A4S CTRDI A B A= B B2 7 vl F
AR FRAN ) 55200 BERS AL (Tanon 23H)) o
1.2 ik

PR RSN MRS R E 3 MY R E R,
P RN S YA I S 5 M EYEER
1.2.1 CD36 BHPE i/ il 5

KA CD36 FHME AAME 1ML 10 mL, 100xg # .
10 min FRAS & & M/ MM , 75 800xg #5:L> 10 min
FEEUM /MR, K 70 2545 20 9 1/ MRCR L PEP 28 oh
T (PBS/EDTA %A 100 ng/mL PGEL) Y45
#H.
1.2.2  HZ 4l &

KA CD36 FHPERY ASME I 10 mL, Ficoll %
TR BE B 0025 4 5 B BB 4% 4 i ( peripheral blood
mononuclear cells, PBMCs) ., ¥ PBMCs H & T &
2% FBS F1 1 mol/L EDTA #J PBS ZZuhigih, R
NN 4316157 SN PBMCs Hr 43 25 H S A2 4
i, B4 i BB T & A 10% FBS (1) 1640 1 9% 3
e H IR 1 10°/FL A 4R VR 34 50l T 48 fLAl
T 37°C 5% CO, M4 FIGFE, o i o0 4 U BE 5 77
PLEE IR R TR, BFLIMA 100 wL &4 1% HSA
(1) HBSS ¥ kA 7 A7 e
1.2.3  CD36 Hil 5 i/ 50 Al

TE CD36 FH M i /M H 4% ] 25 50,100,200
300 ng/mL B EEVREE 73 N A CD36 Hitfk GZ1 i
GZ4, M EF 30 min, IIA FITC frid FEH0 M 1gG
WG IR E 30 min J5 , FH U A0 MR FITC
[ EHRIE
1.2.4  CD36 Hri Bl /M il 2

1 CD36 PH M i /N # ik BE P8 388 7. 5% 10%/
mL, LA 2 pg/mL Red-SE Y, & IR EOCIE T 45
min, F 5 800xg 250> 10 min 375 414 4 1L /MR
A PEP 2% phif g, i - B 1x10°/mL, WK
B 450 WL Y5 it/ Mot s B A GZ1 #il GZ4
(300 ng/mL) =R F 30 min ( [F] BIXF IR FLIE 1eG
YER I PERT IR ), 800xg B5.L> 10 min Ji5 J] HBSS 2%

R R, fil CD36 PRSI /MR I 2k S 2
10°/mlL,
1.2.5 AT

I CD36 HLARE UM /IMR 100 WL, I B4 4
M, F 37°C 5% CO, F 1 h, WBE NG,
B APC Aric BRPT A CD14 g PR, MO E
30 min; B S INAZL 0 AR LM%, LI E 15 min,
FHVE 40 O AAS I APC 5 PE XUBH % 40 i 7¢Ol
SR
1.2.6 Fcy ZAR(FeyR) F5MER HI 56

# 40 pg/mL I PL-FeyR 1 | Fi-FeyR 1T | $i-
FeyR L4351 i A SAZ 4 ff vh , 7E 37°C 5% CO, 4
MR FHA I E 2 h LIS A FeyR T,
FeyR I #1 FeyRIL ., HX 100 WL CD36 Ui EEH ifi/]
BOMA BRI T 37°C 5% CO,HE 1 h, M=
YRS APC 5 PE SUSHPE 40 M 2% 6o B
1.2.7 R406 MM HIRE

TEFARZ AN 2.4 .8 wmol/L 3 Fhifk 1Y
Syk il 7] R406,37°C 5% CO, 4+ FHEH 24 h
Ja , B 100 L CD36 ARSI/ IV In A S 41 iy
H1,37°C 5% CO,M%E 1 h, 404 APC
5 PE XUBHPE0 DGR
1.2.8 EHEI (Western Blot, WB) ¥l #H 5 &
FI 2 kK-

W LA A L A e X A R T 40 B (S FRAE )
WEE 1.5 mL —Fgll:)%@, 100xg B 5 min 5L
5o AIETIHELL 4 CHIA PBS B 2 W, B
100 L RIPA 4 (75 25 1 B0 ) 500 55 Wl 2 il 411
), VK 247 30 min, BUEFE SR A BCA it
MG EE, FRFESIMA 1x BRI, kK
AL 10 min, BEJEHAEMZE 10% SDS-PAGE 43
I PVDF B, =EEMA 2 h J5, 85 1:1 000
i B — BT ( Syk , P-Syk (P38 \P-P38  B-actin ) % {fit
SAEEE 2 h, 2 AR TBST WEME 3 ¥k, 4K 10
min, PFHE5 1:10 000 7 B —Hi [ HRP Arid i
% 1gG (H+L) [ F 1 h, iR T TBST PR 3
U, B 10 min, ¥ PVDF 58 T 88 e A2 A
A ECL & S HEAT I 2% & M BN, FH B I i 5
1A B A
1.2.9  R406 FiBj i/ N A 1) 2 P 4k ik 5

C57BL/6) MEME/N B, i 25 3 d il ad 87 s v
H Syk #7157 (R406) #4518 10 mg/kg A7 AN
AP, d4 i 5 R ER kT 0. 8 mg/kg FRIFHE 001
HA—Hi(CD36 Hilk GZ1 F1 GZ4) , I TS EA
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& 18] 4 (0 min 15 min 30 min.1 h 2 h 4 h) &
ANEUI MR (PIY) o /DEREF KR I 10 pL J5
T EDTA/PBS H1,100xg B30 6 min Ji5 W HL 3
PR B35 48 350xg B0 15 min, BT 5 254845 4lifb
M/, FESEAR /N A —$E (FITC FRid
PUil IgG ) BOEEIRMFE 30 min, AT A0S
I FITC (Y5 EoREE
1.2.10 R406 JA77 I/ MRS 1 sh P iR
C57BL/6J Wit/ B3 1 )2 i ik 44 B 0. 8 mg/
kg AYFIEST B S CD36 Filk GZ1 fit Gz4, bilkiE:
5515 min J& , B H/N B P R # E S R406
(10 mg/kg) , 3F T 1 5 J5 AN [ B 18] 25 (0 min | 15
min 30 min.1 h .2 h 4 h) %M/ Pl
1.3 Git2Eatr
i SPSS 21. 0 BB g1t , 118 B2 RLAT
AIEAMH I 257, SE bR 22 3R 41 i
FKHIBAR R I 22081, LA P<0. 05 N 22 A Siit#

2 #R

2.1 CD36 ik i MR

CD36 HiikH & A 300 ng/mL I, Hifk 5 CD36
FHPE il /INB B S5 R0 g e e, PRI 328 DUk B84 O J
LRI PR TAERE . fERRE R T 621 5
CD36 FHYEIM/IMR I ZE & F M) E T GZ4, WLE 1,

GZ1 GZ4
300 ng/mL i 300 ng/mL
- A 200 ng/mL re 200 ng/mL
; £
2 100 ng/mL 100 ng/mL
50 ng/mL 50 ng/mL
b\ 25ngml . 25ngmb
IgG IR B4 % IgG A A% i
AR A T aaaad  asn .
-10? 0 10? -10° ] 10° 1w0*
FITC-Anti-IgG (H+L)

FITC-Anti-IgG (H+L)
A B

B 1 CD36 ik GZ1 #1 GZ4 5m/MEFEM LB
Figure 1 Detection of the binding affinity between differ-
ent subclasses of CD36 antibodies and platelets
2.2 RN Fey ZAR(FeyR) 25 CD36 Hilksk
i/ MR A A AR

5 1gG [FAIXT IR L, GZ1 AL AT i 25955 S 1
Rz AR ML i /MR B A WA T (P<0..001) , 78 GZ1
BHIAZ P INABL-FeyR T 5, & W3R g 3 T %
(P<0.001) ; MiHT-FeyR 1T i 4t-FeyR I+ i}, 7

WSROI AN, B GZ1 A 5 Y I /N A
FEMBANZAM FeyR 1 5 GZ4 AP AT R S
PRGN AR X i /N Bl 9 W AR (P < 0. 001) , 7E
GZ4 BUAZR T INAPL-FeyR 115, 47 W 5 g 35 1
I (P<0.001) ; Ti#i-FeyR 1 8idi-FeyR A B 5 40
A WAL, B 7R GZ4 A5 B I/ A s = B4R
HAZAIN FeyR I, W3 1,

F1 CD36 Hiik SRz M AT B S M/ MR FEERA
Table 1 Phagocytosis of sensitized platelets by monocytes

mediated by CD36 antibody

Fey Z RS0k FIEFR(%)
IsG 3.58+1.35
GZ1 56.83+9. 05
Pi-FeyR 1 12.15+3. 39

Pi-FeyR T 51.05+11.95

Pr-FeyR 1M 50.98+10. 02
GZ4 30.43+1.74
Pi-FeyR 1 26.00+2. 27
Pi-FeyR T 6.30+1.33
Pi-FeyR 1M 25.98+2.90

2.3 WB KM Fey 2Z & TiE(5 % 8 H Syk %R iE
i
5 1gG [F A% B L , CD36 Fifk GZ1 Fil GZ4

IRE [ Syk Ml P-Syk BRIk, GZ1 A BF E A #
SR EFE (B P<0.001) , ILIE 2,

i T o 43 P-Syk

K [ — JESUR

e IeG GZ1 GZ74

#1.0F )

n

s .

i R i

0.0 IsG GZ1 GZ74

HUARE
A B

T A BAZANAE CD36 FUABAL M /MRS Syk Al P-Syk B A3
kA (LA B-actin SHNZ) ;B P-Syk Syk B-actin FILFENE WB 5545,
B2 WB#ill Syk 5 P-Syk HIEBHRIXHER

Figure 2 Detection of Syk and P-Syk expression by West-

ern blot
2.4  WB I TiF P38 MAPK {5 5 IS0 26k 1
5 1gG [AIBINT BRAH FE , GZ1 45 BAA% 40 M 75
AL MR R, P-P38 R 1 K kK B T
3 (P<0.001) , 1 P38 &5 357 3 # (Al JCH 22
S HET 1gG RIRINT IR, GZ4 K515 P-P38 &1
FIRAIA B OUEE (P>0.05) , 4278 GZ1 A 4 SO %
P38 {55, WL 3,
2.5 R406 X CD36 HLiA i 377 W i 40 i 8
Bl R406 AbHHVe BEE B 151, GZ1 . GZ4 551
B L A W 3 ) R AR M T R 5 L R406
Xt GZ1 A5 7% Wi A FH A 41 i R . 5 R 28, D
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3 P-P38

IeG GZ1 GZ4

wows SN Sssww P-P38

B T— — w——— P38
0.5

I

¥0.0

T—— — 3-actin

IgG GZ1 Gz4
Wﬁﬂﬂ%’é

B

TE: A R ANNEE T CD36 Bl /MiE P38 Hl P-P38 [ 1 ik
(LA B-actin HHZ) ;B P-P38 P38 B-actin AL FEE Western blot
F i

B3 WB#ill P38 1 P-P38 HRiLER

Figure 3 Detection of P38 and P-P38 expression by West-

ern blot
2.6 R406 X} CD36 HLiAE S 1 il /M s /b i # i
YER (iR i)

R406 TiALFERE B & 203 CD36 PSS I/
Mgl S RA06 BY/NRAEEST GZ1 15 min J5 Plt
R 5] TF [ (305. 40+£62. 27) x10°/L vs (600. 00+
173.64) x10°/L,P<0. 001 ] , 3+ F1EH GZ1 30 min 5
* 3 CD36 HiffiE5F0 R406 FAbIEXF/NER Pt BIRZME

PG BARETS ZRTH7KT, W3 3, BUikgs &34
515 min J5 2 3E AL (55. 04% vs 30. 58%, P<
0.001), W3 4, GZ4 FHFEEEHR T GZ1 2L, 5}
GZA4 15 min J5i Plt B [EIFH] (701. 60+85.77) x10°/
L vs (1 037.80+95.43)x10°/L,P<0.001 ], T
% GZ4 30 min J5RE BIEH K, WK 3, [T
et & R A 15 min J5 8 FEAR (25. 05% vs
13.52%, P<0.001) , W3 4,

&2 R406 Xf CD36 $ihk 5t 5 S 4% 40 AL 7 Wk 40 0 360 4 A
Table 2 Inhibitory effect of R406 on CD36 antibody-medi-
ated phagocytosis

R406 ( pmol/L)
IeG 0
GZ1

FHER(%)
4.1+8.05
56.17+3. 81
31.67+4.13"
18.13£1.69"
10.43+0.29"
24.9+1.87
7.53+2.43™
5+0.73™
8 5.47+0.259
* HEPUA 0 wm/L HE, B P<0.001; = = 5EFUA 0 pm/L H
5,39 P<0.001,

GZ4

Ao O o Do

Table 3 Changes in platelet counts induced by the mouse CD36 monoclonal antibodies ( GZ1 or GZ4) in mice

/MR PIL(x10° /1)

30 min

Ih

2 h

4h

0 min 15 min
GZ1 1 197.00+69. 97 305.40+62.27"
GZ1+R406 1 051.20+39. 56 600. 00+173. 64
GZ74 1 125.80+38.26 701.60+85.77"
GZ4+R406 1 280.40+88.49 1 037.80+95.43
1eG 970.60+110.73  983.20+35.42
1gG+R406 1204.60+110.17 1 195.80+68. 83

427.80+59. 21
848.20+22. 86
886. 60+49. 07
1 062. 80+101. 60
911.40+124. 40
1212.00+81. 40

655.00+92. 52
918.60+48. 76
885.40+137.76
1 152.60+115.85
988.60+135.43
1257.20+36.13

947. 40+206. 24

993.80+77.93

990. 20+75. 89
1 139.20+125.30
1 011.60+148.09
1 107.60+75.27

1 027. 40+243. 67
930. 00+432. 00
983.40+83.09

1 111.60+115.87
966. 80+138. 04

1 126.40+91. 54

* 5 0 min E, ¥ P<0.001,

£ 4 CD36 FkESFN R406 FAbIEXT /R f/NELE &
A

Table 4 Detection of binding rates of mouse CD36 mono-

clonal antibodies( GZ1 or GZ4) to mouse platelets
/N BRI/ MR 6% (% )
O min 15 min 30 min 1h 2h 4 h

GZ1 4.20 55.04" 41.82 33.62 17.60 17.14
GZ1+R406 4.72 30.58 29.98 21.00 19.66 11.56
GZ4 4.36 25.05" 20.36 16.41 13.03 6.24
GZ4+R406  4.04 13.52 12. 64 9.18 8.96 4.12
IgG 2.85 2.53 2.71 2.79 2.88 2.10

IsG+R406  3.70  4.18 3.86  4.30 3.20 2.74
# 5 0 min HWEE, 30 P<0. 001,

2.7 R406 X CD36 HLifsrF 1M/ IR IS TR T T AL
SR N )

TE GZ1 ,GZ4 53 19 /N BRI /DN sl 2D A2 70 v |
R406 Tl 15 min P JCT% 5% Pl I BEAIR [ GZ1.
(252.60 £77.93)x10°/L.GZ4 . (329. 60+31. 59) x
10°/L7, Wi 4,

- IgG+R406
1500 - GZI+R406
- GZA+R406

IR 151 25

5 9 S /N ARURL D B9 3R T RUR (Bh

s

B4 R406 3 CD36
M mIRE)
Figure 4 In vivo evaluation of the therapeutic effect of

R406 on CD36 antibody-induced thrombocytopenia
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