CN 43-1262/R " [E s ik flifb 44 it 2020 455 28 #5559 # 767

[XEHS] 1007-3949(2020)28-09-0767-06 . GRS -
1L 3% Wl PE Semad D AEAHMIGEA T- A Revb i) & A8 4L

¥, TEE”, TER, B, HXF', LRE, K H', FEF
(1. Fm k% }%ﬁ'%ﬁz/&%@fm‘#"u STHRE BN 215123 2. M K F MBS — ER T 58 S0 T 215006
3. RN K F S IR RPT ITH A N T 215006 4. FEXREERBNER, T L KAT 130000)

[£8R] RIMEER; SemadD; ELISA; T, i

[# ZE] HE A0 ELISA 3h 540 f 3 7T /&M SemadD £ SMEIR(CPB) F R b 65 &% T4k 0 F 4
METHRAGRE, HiE A ETLHA SemadD @ I EAE A R, ) & SemadD FoAk | 7 54 M A o ¢ P 7T 75 M Se-
madD K-F 49 ELISA 7 ik, MERIMER & FH F KT IFEE 10 min AL T FeF £ & 10 min 3 ASBFE] S 69 o 2
A ELISA #m) 7T M Semad D /K- EARSMEIR F KL R P agsh ST, B3 ANBEIE] & 69 do g AR A R XA T

b o Fe dn AR K B SemadD A AW AT, R AL TER THAMAINE ff T 75 M SemadD KT 69 k&
ELISA 7 ik, HMERF K EH o b T M SemadD K-FAEF R 45 2 F1 M (P<0.01), F B4 35 F K

J& o BFEALJE 10 min,75% % SemadD 3 & ik 49 fo s A Yo K TR .38 A (P<0.05) , 7 SemadD B4 A8 T AL
PREA, FiL D RERBE SemadD T A A AR SPE R AL F o JE T M SemadD Aty R Z —, FHbidh
T M Semad D 7K -F 64 2 AL T 4% 3 A AR SN E R TR UG 69 ) BT 45 4F

[HFESES] R654.1 [ XHiFRIREE] A

Changes of plasma soluble Sema4D levels during cardiopulmonary bypass

LI Ling' , DING Yinglong*?, WANG Yuxin*, XU Linru', YI Wenxiu', SHEN Zhenya®’ , ZHU Li', LU Qiongyu'

(1. Cyrus Tang Hematology Center of Soochow University, Suzhou, Jiangsu 215123, China; 2. The First Affiliated Hospital
of Soochow University, Suzhow, Jiangsu 215006, China; 3. Institute for Cardiovascular Science of Soochow University,
Suzhou, Jiangsu 215006, China; 4. Jilin Hospital of Chinese Armed Police Force, Changchun, Jilin 130000, China)

[ KEY WORDS] cardiopulmonary bypass; Sema4D; ELISA; T cell; platelet

[ ABSTRACT ] Aim To measure and analyze the changes of plasma soluble Sema4D levels during cardiopulmonary
bypass( CPB) with ELISA, and analyze possible mechanisms. Methods Recombinant extracellular Sema4D was used
as antigen, and antibodies against Sema4 D were used to establish ELISA method. ~ Samples from patients during CPB were
collected at three time points: before surgery, 10 min after heparinization, and 10 min after neutralization after the surgery.
Soluble Sema4D levels in the plasma were measured in these samples with ELISA.  Sema4D expression on the surface of T
cells and platelets were detected by flow cytometry. Results  Sandwich ELISA method was established to detect
soluble Sema4D levels in human plasma.  Soluble Sema4D levels increased during CPB and remained at high levels until
the end of the surgery (P<0.01). Compared with before surgery, percentage of SemadD high platelets increased 10 min
after heparinization in 75% patients (P<0.05). There is no significant change of Sema4D expression on the surface of T
cells during CPB.

Conclusions Platelets activation and release of Sema4D may be one source of the increases of plasma soluble Sema4D

during CPB.  The change of plasma soluble Sema4D levels may become a prognostic indicator of CPB.
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Figure 1. The basic process of CPB and sampling time points
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Figure 2. Purification of recombinant human Sema4D protein

Fz 1. FSMEFF I MR FTEMSE SemadD KEEZWK (n=7)
Table 1. Changes of plasma soluble Semad4D levels during
CPB(n=17)

4reH SemadD(png/L)  HARAHE(%)
AR 11.81+3.93 1000
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a  P<0.01, 5AKATHE ;b H P<0. 05, 5ARAETHE
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] BRI T M/ MRS AL Y Semad D BETL

R2. EIMEIAARIF 0 ~4 REEH MR HFAM SemadD HEER 5434 SemadD 2RI LLETH
Table 2. Soluble Sema4D levels and percentage of original Semad4D levels in the plasma of patients 0 ~4 days after CPB

Ef=ga) i€ FAREGEH AT RE 1K RE2 K YNEEPN YNEE DS
1 11.34 18.12 16.97 18.91 21.09
Semad D ( pg/L)
2 10.02 10.69 15.75 17.17 18.27
. 100 159.85 149.71 166. 80 186. 06
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Figure 3. Detection of Semad4D high platelets at different time points with flow cytometry
% 3. SemadD & FiE M/MRIEFIMEIR T EERHEL (n=16)
Table 3. Changes of surface Semad4D on platelet during CPB(n=16)
E=ga ARHI JF#EAL)E 10 min FAHFRS 10 min
TR IR ML/ MR (% ) 23.39+22.89 25.48+20. 84 22.42+18.22
AR (% ) 100+0 134.80+56. 65" 116.61+39.90
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Figure 4. Detection of Semad4D high T cells with flow cytometry
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% 4. SemadD FHFiL T HAAEEIMER T IERWTWL (n=11)

Table 4. Changes of surface Sema4D on T cell during CPB(n=11)

FEhR AH JFZALJ5 10 min RIS 10 min
ERBETAE(%) 15.06+12.07 16.04+11.82 12.06+12. 15
S5ARATEAE (% ) 1000 158.45+115.37 114.10+118.91
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