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KA, SKREFS I

HE BB S G N A E (TTP) 2R3 41 A I
o CD8 " CD28 ™ M T 4l ia( Treg) . IMiL/Mi4s M B Bt
A A PR I FR3A KO, 43 B HAE TTP g ML LA B2 1 IR
BTN L. ik 73 B ITP B M EIRT 4 (n =
42) HEH MBI /NRAE K E (hTPO) JRYFH (n =31) , IR
PEIRIT R N SR TCR - i Al AR A I 8 R
JYHTEAMAE I CD8 ™ CD28 ™ Treg 133K , i 2\ IR AR K
SR AIE MmN R R B B PRI R K. ELISA A
BFRITI R H A E K R TGF) 81 I3 (1L) 40 AT
YL (IFN) -y FikK o LA 30 i)t B {46 25 1 by 1E 7 X BR
Ho &8 D73 F ITP BFIATFHT CD8* CD28 ™ Treg K 2
MK ILH0 . TGFB1 AR AR T IE 5 % AL, IFN—y ik
TIEH X B (P <0.05) , ##E K thTPO 597 5 A A4
CD8 * CD28 ™ Treg ILA0.TGF-B1 [ F B IAITHT B %
T IFN—y B 2R R BIG Y7 T i FREAR( P <0.05) . oA
CD8 * CD28 ™ Treg IFN—y.IL40. TGF31 ¥ ik A JT §i AH
ARG B @ 452 RH T/ERIE#Z(ROC) ,
W IR YT T CD8 ™ CD28 ™ Treg (Il FH{E Ay 14. 35, M Tl
DU R Y7 350 U RN e S 430 O 66. 7% F173.3% - 27
BIARCE H/NT 14,35 B9F 18 f(66. 7%) , 15 FI TR
KT 14.35 A 11 §5( 73.3%) . thTPO 4347 fif CD8*
CD28 ~ Treg [ 5B K7 15. 45, B HII thTPO 57 %5 1 ik
PEFIRR S 4> 51 9 63. 6% Fl1 88.9% o 22 BIAH B E F KT
15. 45 1945 14 5 63. 6%) ,9 FITC5E H/NT 15.45 194 8
BI(88.9%) o @ WFEAPLIML /N IEHEEE [ Ib( GPIb) HLik
FHE BB 25 18 1], Y& U7 J5 5 A5 44. 4% , 5T GPIb HilkFIM: 24
B AEETI. 1% , 5 W ZERA G2 E L (P <0.05) .
it CD8'CD28 ™ Treg MAHCANMMHN FINRALFHSST
ITP (4 % 9% , 18 Z M1 thTPO 1] BE 1 1 i A8 3 Fl S 4 & 454
e JRYFHTRI CD8 * CD28 ™ Treg A7 Bl T Hill 3 & thTPO
FITTA . H GPIb i A BRI 7T B2 I A7 A B A 5% i R
KZ—.
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A5 P 1 /N B s 2D iE ( immune  thromboceytope—
nia, ITP) J& LA ifit /MR ( platelet, PLT) 35 /0 F 4% 40
JHLHE T EL S B AT« B JER 266 B8 1 1l A AR AR 1 B A
PEVESS o BREERESE W ITP 32 B R
s PLT Fe 5tk F B iR e S0 PLT BIR, 4 DL 26 A
T/ R E ( glycoprotein, GP) TIb/Tla A4
GPIb ik . WABIFE ™ BB E T 40 ( regu—
latory T cell, Treg) K HAHKANM A 7R FH B2
5 TTP KLl WF5T' F W KR/ LAk g CD8
CD28" Treg 2 il Bl PLT B (. # 1 % & CD8’
CD28 " Treg {Y) CD8 " T 4 Jfd ] J} 55 PLT, %E 22 /)N kil
ITP ¥ ik &« {H A ITP v CD8 * CD28 ~ Treg ff) 55
IR HAE FIRLE AT AE - TR TTP IR Y7 —2k
M2y, BOR B ERIEHIR AR g Josk. B
ML/ MR A i Z ( recombinant human thrombopoietin,
thTPO) Sy ITP 357 (19 £k 12y 7 A AT e 7 iE
52 B4R 5 PLT B [lE , A RE4ERFIT R %S00
Kl BRI HT S CD8 ™ CD28 ™ Treg Az 21 i Hl 5~ HY
Fik, 434t CD8 " CD28 ™ Treg K Ay K7€ ITP & 95
Kl PRIGTT A 9 B S, AT T PLT 3 SHuik
FIR I HTPUARE Sl R 2597801 G &

1 MR

1.1 fEEIER BEE2017 422 A ~2018 4F 11
BRUER KA — MR S B 1 12 M B 16T 7 0112
ITP ¥ 73 fil. Hh 5 27 4], < 46 4], 4E % 16 ~
82 %, AR 47 %, i 40 %3 25 {4, PLT 4k
<10 x10°/L % 41 i, ¥IF5 & 1TP 2 Wiksifi. &
IR ILZE 1o TE % BEZL 30 {91], 3 g 5] B 301 it
SRR #5512 ], £ 18 7], 4F % 22 ~ 68 %5, i/
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£1 ITP BHEIGHKER [n( %) ]

RV BB n=73) A TPO 41( 1 =31) WELL(n=42) M P
(%)
<40 48(65.8) 21(67.7) 27(64.3) 0095 0,758
540 25(34.2) 10(32.3) 15(35.7)
5
4 46(63.0) 19(61 27(6 0. 069 0,793
9 27(37.0) 12(38 15(35
ML/ 5L
<10 x10° /L 41(56.2) 12(38.7) 20(47.6) 0.575 0.448
>10 % 10° /L. 32(43.8) 19(61.3) 2(5

BITY G PLT =100 x 10° /L, Jo it hEdk . @ A 3%
167 A PLT >30 x 10° /L, He LRl PLT S50 hn 22>
2 fis T AER . @ Tk 697 IR PLT<30 x 10”/
L, PLT 3 A Al (LA 2 A5 50 ) AR -
1.3 FERAFEGRMS B EEOURAPC) B3
ICHY/NRBT CD28 B S RELAR( mAb) 5B UL
PIGER (FITC) FRidiy/NBT A CD8 mAb L1
- TEMIZLX( ECD) ARiciY/NR BT A CD3 mAb. % 1fil
70 A A {4 F 26 ] BD A F] o Coul-
terlh750 AY i 40 ffd H sh it 2 3 32 [E Beckman 23
ql. #AL A& K F ( transforming growth factor,
TGF) 314~ Z (interleukin, IL) 40 F1+ 4L ZE (in-
terferon, IFN) -y ELISA & 7] & W T 7 ABclonal
AT o TP HE ML/ MRBTARAS IRGR] &0 [ 5 N A P
YA IRA A
1.4 FEXWHE
1.4.1 CD8'CD28 Treg #hml R4 ITP B#FIHIT
HITRYT T S B X HR 2 Ah R IF R BUBE I 6 mlo 2
ml 2 500 r/min 20> 10 min, YA TCIE M IMIEFR A,
-80 CYKHivRAr, Hl T A0 MR 450 - 50 wl HisE
1L A$L A CD3ECD.CD8FITC.CD28-APC FA7E
REHUARL S l, BECHER 1S min, FHITAZLANH 207
W 500 wl, P23 I 1R 21, hEYEIF 10 min. 1 500 r/
min .0 5 min, F FVEWR, IIA 1 ml PBS J5 L1 500
r/min B.0> 5 min, 7 F3E W, FH 800 wl PBS HEF
Jei it X SRS o
1.4.2 oS RAFSHE B G 00 MR ) AR &
RAEEFRZAT 400 r/min B0 5 min, 5 B & ML/IMR
1fil 3% ( platelet rich plasma, PRP) ,H{ PRP,Ff5 400 r/
min Z.0> 2 min, 3 LV, T2 PI0EN PLT, PLT
800 wl Ifil /MR PETRIRBE LS 3 WK, —20 CARAF( B fa):
2 i) 5 18] PLT A 110 pl 2GR iR 25 %
TRPEIR 24 30 min,5 400 r/min &0 20 min; B |
THW 100 pl 25— EP &, It AT 28 5 FhAs [H]

FAHUAIRHORIR G S0 wl, R AT, S e E
1 h; il A 600 wl Bk VE %, 3 800 r/min 5.0 20
min, W W, IKER LY B 100wl 5% BE W
B FITC 1B FEHTN 1eG Z 5 BEdTA 10 pl, &
iR BIREOEHEF 30 min; LA 600 wl IR TGE
YW ,3 800 r/min B0 20 min, 2520 BN 1S W, iR
HBLIER 100 wl FR B, A 500 wl fBRye s, b
BURTIN: ZEff FH A, # BEAS S50 7 B 3 I IE % A
PLT {E Ay [ X6 B S 00 , AR R 7S S0 2 A 116 (R
1.4.3 &mamie B F TCFB1.IFN-y fo IL40 4=
K] ELISA 40 , #2443 0] & vl ] 45 21 T4
e
1.4.4 &7k WEYEE N R R ER
I7, 25 T HLFEOKAS 40 mg/d, 1] 4 d, S P ke 1
~2 mg/( kg + d) , & PLT i5%( 80 ~100) x 10” /L J&
ORIR RS 1 mg/( kg + d) FTR. thTPO 2H B % fz
NS thTPO VS, 77 5 300 U/( kg + d) ,J7 7 14
do #K3K 14 d,24 PLT=100 x 10° /L, 2 |- 4524 .
1.5 Zeit=sbi8 R SPSS 19. 0 #4758 34T,
ITP 3% 5% B4 CD8 * CD28 ™ Treg 45 A x =5 %
AN R 02 s T S R A E = IR LN Ui~ (DA e
)5 F DA B e PRG540 KA R AR 43
Wro 2221 TAFFFE( receiver operating charac—
teristic, ROC) fifiZk. P <0.05 WZERAH G IT% =

2.1 HEARITP &G rHi/E CD8” CD28”
Treg K R EFHIRIEER

2.1.1 @bl & 4477 a7 CD8' CD28 ™ Treg A&
m e R e Rk g5 Rk ITP A7 HT CDS Y
CD28 ™ Treg Ik F 1E & X HE 41, 4 ffg X+ IL40. TGF-
Bl MFRAME T IE# X HR 4, IFN—y {9k = T IE &
TR, I L 2 B G473 (P <0.05) , W,
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=2,
R2 HRARK ITP £F87H
CD8 * CD28 ~ Treg KA E FRIRIE(x £5)

iH Y HRAH(n =30) ITPJAYTHT(n=73) t{H

CD8 *CD28 ~Treg( %) 23.03+7.5 15.13 +4.23" 5.418
TGF-1( pg/ml) 1464.53 £369.21 1034.56 £246.55"  5.864
IL40( pg/ml) 19.92 +2.82 13.55 £2.55" 11.170
IFN=y( pg/ml) 75.85 £13.50 97.81£12.97" -7.745

SXFRRA LA T P <0.05

2.1.2 A&7 a/E CD8* CD28 ™ Treg & Zm fit
B F 69 kak s Roks K K thTPO 3497 )5 CD8
CD28 ™ Treg WKk B HIG YT A BT, 4 A ¥ TL-
10.TGFB1 By R IK B BIATT AT AN, IFN—y ) %34
PIRSRIT AT N IRIT R RNAYT G LR 2 R A S
P12 (P <0.05) , i3 3. CD8* CD28 Treg i}
A FRIAE B LE 1.

2.1.3 Fa4E 775 CD8 T CD28 ™ Treg % 2 e
By kil R ks JE K rhTPO J3Y7f5 CD8 ™
CD28 ™ Treg.IFN—y.ILA0. TGF-B1 [1) 35k FIIAYT B
AH LGSR B S 22 Ak 67 B FIR T IS LA 25 7
YRGEEX(P>0.05) o W4,

2.2 ITP 2&;344787 CD8* CD28 ™ Treg {3k ik 3t
FFRFMEA R AREAA R AT BRI TR
il CD8 * CD28 ™ Treg FY1H , Z: il ROC 4k, 73 #r

CD8 " CD28 ™ Treg X ilfii A FH 24597 S FL A HT o 38
ZYVAYTTHT CD8 * CD28 ~ Treg (11l Ffi Hy 14. 35, i
28T 1 FH ( area under curve, AUC) 4 0.74( P <
0.05) ,95% CI: 0. 575 ~0. 904 . I At T 01 3 22 7 3k
(R RS A AR S Sk 66. 7% H11 73.3% ,27 B3R YT
ARk, CD8 * CD28 ™ Treg /NTF 14.35 [ 47 18 {4
(66.7%) ,15 G IR KT 14.35 (94 11 4]
(73.3%) , WKl 2. thTPO 413477 Aif CD8* CD28 "
Treg 1l S {5 4 15.45, AUC 4 0.75( P <0.05) ,
95% CI: 0. 560 ~ —0.940. BT FM thTPO ¥7 %L (1)
FURMEFIR S04 63. 6% Fil 88.9% o 22 i Y7 A
B, CD8* CD28 ™ Treg KT 15.45 (YA 14 1)
(63.6%) ,9 HliAYT TCRLE /T 15.45 1945 8 14l
(88.9%) , WA 3. FiR&ZEFHLR CD8 " CD28 ™ Treg
A AT REAE A BB R B e R 2 —

2.3 M/MREBSEREHREER MEA9GP
b/ Ma Hi 4 BH M8 17 6, 45 8% 10 1, Josk 7
B, GP I b/ Ma HLiRBAME R 25 #], A% 17 6], 6
28 il WAL ZE RIS (X =0.371,
P>0.05) . $iL GPIb HL{RFH M B #H 18 i, H 4L 8
i, Jo 10 ], Bt GPIb oA 11 i 3 24 91, A 5% 19
), TRk 5 B, 2 RAGERE X (x* =5.401, P<
0.05) thTPOZHHTGP T b/ M adfi & BHE 11

&3 HER rhTPO HHAARYTHIG CD8 " CD28 ™ Treg K AME FHIFRIE(x )

245 n CD8 * CD28 ~ Treg( %) TGFB1( pg/ml) IL40( pg/ml) IFN-y( pg/ml)
WERARITI 27 13.55 £3.25 1027.20 £260.92 13.99 £2.48 101.71 +7.46
MEAIBIT R 27 22.80 +6.27" 1 504.09 +255.48" 18.98 +2.73" 79.75 +15.40"
thTPO 4497 Hij 22 16.86 +4.83 1 071.44 £265.16 13.31 £2.69 102.71 +8.12
thTPO 4HiB7 )5 22 26.18 +7.80" 1 523.58 +374.94% 20.85 +3.43" 70.48 +12.91*
HMERIFITHAE: T P <0.05; 5 thTPO JAI7 A Hedk: *P <0. 05
3
A 3 B 10° = - C 10 5 :
10'TAT - 47.1% A2 : 30.8% A1 :34.2% A2 : 15.9% A1 1 32.5% A2 : 5.8%
10%4 1077 10°] e
A
210" 7&' 2 10' R <10 TET
-3} v 30 0 > ) .
a a a
@] @] @]
1003 : 7.9 A4 14.2% - 10943 - 105 #
Rk e A3 : "29.9%_A4 : 28.0% A3 : 38.6% Ad:23.1%
B N : ) o R
0 - ) PR N & g
0 1 (N 01 2 “a,
j 0 " ) 3 T - T T T T r
0 10 s FI1;)C 10 10 7 i e "o A : §e §e §e e
CD8 FITC CD8 FITC

E1 CD8*CD28  Treg HiztfFR AE
A: G EAAIRYTHT CD8 * CD28 ~ Treg fYZRIATENL; B: A UAIIAYT G CD8 * CD28 ~ Treg AYZRIATHAL; C: X HRZL CD8 * CD28 ~ Treg (YA 1 i
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x4 HER rhTPO LA EFEIE CD8 * CD28 ~ Treg K LA E FHIFRIE(x = 5)

21 5] n CD8 * CD28 ~ Treg( %) TGFB1( pg/ml) IL40( pg/ml) IFN-y( pg/ml)

PR AIRYT T 15 16.62 +4.04 1 004.88 +201.95 14.04 £2.23 97.07 +15.68
WMERMNRITE 15 16.78 £4.91 1103.98 £276.77 13.03 £2.01 90.11 +16.72
rhTPO ZH A7 i 9 13.20 £3.41 1 015.95 +252.85 11.93 £2.59 95.26 +14.27
thTPO 43477 )5 9 17.37 +4.62 1113.49 £161.23 13.64 +2.57 92.59 +15.27

B, A% 7 B, Tesk 4 9,41 GP 1L b/ M a HrikFH: &
20 I, A 515 B, Tosk S i, AL EL i R TGS
THEE (P >0.05) . 4T GPIb HiLik fH M £ 34 13
B, AT ), Tk 6 19, it GPIb HTiARBAM: B 18
B, AR5 ], TR 3 6], 22 R G IR (P>
0.05) . W5 5.6 FillK 4.

10 _
- =
- 0.6 1
o)
b=}
0.4 1
0.2 1
0.0 ¥ - - - T
0.0 0.2 0.4 0.6 0.8 1.0
-4 i

2 HELHEITHTI CD8 * CD28 ~ Treg
2L 7 ROC kiR

£S5 HREMMESFFERERALRBMTHNXER(n)

4 PR B ks At
A GPIb HL AR B H: 8" 10" 18"
B GPIb HiARfHPE 19 5 24
C GP Tl b/ M a Htd 10 7 17
D GP T b/ M a HiApA: 17 8 25

5B kE: " P<0.05

0.81

0.6 1

Uk

0.4

0.2 4

0.0 4= : : ‘ .
0.0 0.2 0.4 0.6 0.8 1.0

1
&3 rhTPO AHi&47 87 CD8 * CD28 ~ Treg
HIZE{L7E ROC BRI

% 6 rhTPO AM/MEFEFEHIERIELBITHHIXER(n)

il iR m B o A
A GPIb 44 BH 7 6 13
B GPIb HiR I 15 3 18
C GPT b/ Ma HriAkHME 7 4 11
D GPTI b/ Ma HriRH: 15 5 20
3 itig

ITP J2 Hh I P50 o o i L 8 — ol 24 5 0
MAPEZAE 30% o ITP L ML SCHRIRTE A2, 3
L ZANT7 0, Hon] e 5 2 A0 BN 2= 5 R iR i

A 10° B 10 C
102‘ @ £ ml_ i 4
= z & GPIIb ; 25.4%
&l =it - 2 40 l
Z10 Z10 , g i
2} = > GPIb'. 19.5: g
FHGPIlla : 20.4%
10" 104 A ZQ.GPIX :20.4% 1
GMP-140 : 9.6%
2 } b 0 ! W 3 0
10" 10' 10 10’ 10 10 100 10 10" 10' 10° 10°
FSINT FL6 INT FL6 INT

4 RABEKENERE
A: 9Tk B: BOLRUIRII 18] C: 9 iokom B (H
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RN S0 P S A G TR AT I AT 9t e
ITP B AME i P A7 7E CD8 ™ T 4 g S ¥ K 4 28tk
ML HE R o ELAERR 5308 K B R Tess iy i
Ll BB 2H R [, 45 CD8 T 4 it v s LA
RERME AL, B ik B A 25l Treg (9 2 fig, CD8*
CD28 " Treg & CD8 * T #fi jfd %) H 22 20 fl 35 4, i ik
A A & L CD8 ™ CD28 ™ Treg MY 52 14 22 M M %
%, v AR 5, U5 5 3 B 0 e U5 L A A g T
WAATR . 400 i 25 4k s 59 0 2 o HRTIA N CD8
CD28 ™ Treg == Z2 o) 21 il 5 240 Jfd = () BT 35242 fsh ol
A3 U AH e 41 M R F 11 ILH0 TGFB1 IFN—y %5 % 44
Htpe T ohae " o AHES HOH% L A A 4
i~ IR < B e S A i AR Pl B T S A
.

AWFFE R ITP 83567 HI CD8 © CD28 ™ Treg
KA ILHO0 . TGFB1 [ Rk I T 1E # X RE 4L,
IFN-y AYZRIK 5 T 15 % X B4, B 7E ITP B h
A74E CD8 " CD28 ™ Treg I #H 3¢ 4 g K 1 1) 3 18 57
Ho W M thTPO 597 )5 A A & CD8 ™ CD28
Tregs-IL40.TGF-B1 (iKW 1IN, INF~y 19323k
FEAK e RY7 5 TR MR AN K, Ud BH 3 3 Al rhT-
PO A fig il 1L 4 77 CD8 * CD28 ~ Treg A #fi ffl X+ 7
ITP (835K Y 3R 38 R FE Y7 280 2t 2 3G 97 i
CD8 " CD28 ~Treg 5y 24 i) ROC Mi<k /B4 %0, i
A REIIR YT ET CD8 " CD28 ™ Treg 1Y F i n] LA T ¥
2 M thTPO 1YI7RL, MG IRIG I T4 S B AEH

AT B, 25 60% 1TP H2 40 i b gt
D ot /BRSSP B TR, H: e i Y A
g3sedt GP L b/GP a HriA&Fidt GPIb Hifk. WiFhHt
PR AT R BFAEAE T o0 8 o AR SC5 R, $ GPIb
PO R B3l R IR YT T AU . Tt GP
b/ Ma HUAAREA R, E IR ITRCR 2 R A K, 57
M PR AT e S P AR TR 530 PLT 3 (LR ] o
GP Il b/GPIla J& THG R 5N, A BEE PLT 54F
A AIRMIIRE, 5 PLT 5%k GP I b/GPIla ik
GRS - AL G, it Fe ZIRRZE
Wi A 2R e R B R — UK S A W IR I /N AR
GPIb J& T8 SRR ZF WA M, AT 454 1048 Bk i
FRE TR MR R, SPUAZE 6 Z )5 4
Ik Fe MRS R I /IMR ™ o it
Pt GPIb [HM: £kt fo v FH U 2R A5 AR 9 R 4
1) Fe 524K Ry 32 2AE R0 SR YT ik

25 R ITP BE A7 7E CD8 * CD28 ™ Treg M H:
FHOCHN R PR 19 22 35 55, BZ A rhTPO W] fig 3 i

JE5 CD8 * CD28 ~Treg K HAH 4 i IH 1 B9 FE 1k ok
RAIFIT . CD8" CD28 ™ Treg A nl fEAE it = [
rthTPO ()57 %M 8 45 2 — , [Rl B Xt GPIb HTiAk kA
PERY ITP B3 R EBEE SR IR YT , v] e U 5 47 3R
JPRCR . RSN LA A DL BR F) 2 5 i 4 i 24
VERIRTT T 580 ITP B AE i SC g dl, i — 2 R 5E
CD8 " CD28 "~ Treg M PLT ST HlG IR 1A YT
H R S, I IR AR IR YT ER BE S 5 K8 -
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Expression of CD8* CD28 ™ regulatory T-cells and

platelet-specific autoantibody in immune thrombocytopenia
Zhang Xiaoxia, Zhang Meiling, Yang Mingzhen
( Dept of Hematology, The Fourth Affiliated Hospital of Anhui Medical University, Hefei 230032)

Abstract Objective To detect the expression levels of CD8 * CD28 ™ regulatory T cells( Treg) , platelet-specific
autoantibody and cytokines in the peripheral blood of patients with immune thrombocytopenia( ITP) , so as to ana—
lyze their significance in the pathogenesis and clinical treatment of ITP. Methods 73 ITP patients were divided into
hormone treatment group( n =42) and recombinant human thrombopoietin( thTPO) treatment group( n =31) ; mo—
reover, they were further divided into response group and non—response group according to the therapeutic effect.

Expression of CD8 * CD28 ™ Treg in the peripheral blood of patients before and after treatment was detected through
flow cytometry, and that of platelet-specific autoantibody in the peripheral blood was detected through cytometric
bead array. In addition, the expression levels of transforming growth factor( TGF) 81, interleukin( IL) 40 and in—
terferon( IFN) —y were also detected in patients before and after treatment according to the ELISA assay. In addi-
tion, 30 subjects receiving physical examination were enrolled as the normal control group. Results (1) The expres—
sion of CD8 " CD28 ™ Treg as well as the cytokines IL40 and TGF-31 in the 73 ITP patients before treatment was
lower than that in the normal control group, while IFN—y expression was higher than that in the normal control group
(P <0.05) . After hormone and rhTPO treatment, the expression of CD8 * CD28 ™ Treg, IL40 and TGF-1 in the
response group was markedly up—regulated compared with that before treatment, while IFN—y expression was evi—
dently down-regulated relative to that before treatment( P <0.05) . Meanwhile, the expression of CD8 " CD28 "~

Treg, IFN—-y, IL40 and TGF-1 in the non-—response group showed no obvious change compared with that before
treatment. (2) According to the receiver operating characteristic( ROC) curve, the threshold of CD8 * CD28 ~Treg in
hormone group before treatment was 14. 35, and the sensitivity and specificity in predicting hormone efficacy were
66.7% and 73.3% , respectively, at this time. Among the 27 responders, 18( 66.7% ) had the value of <

14. 35, while 11(73.3%) out of the 15 non—responders had the value of >14. 35. The threshold of CD8 * CD28 ~

Treg in thTPO group before treatment was 15. 45, and the sensitivity and specificity in predicting thTPO efficacy
were 63. 6% and 88. 9% , respectively, at this time. Among the 22 responders, 14( 63. 6% ) had the value of >

15. 45, while 8(88.9%) out of the 9 non-responders had the value of <15.45. (3) 18 cases in hormone group had
positive anti-GPIb antibody, with the response rate after treatment of 44. 4% ; in addition, 24 cases had negative
platelet membrane glycoprotein Ib specific autoantibody, yielding the response rate of 79. 1% , and the difference
between these two was statistically significant( P <0. 05) . Conclusion The abnormal expression of CD8 " CD28 ~

Treg and the related cytokines participates in the pathogenesis of ITP, while hormone and rhTPO may exert their
functions through changing such abnormality. Detection of CD8 * CD28 ™ Treg before treatment contributes to predic—
ting the efficacy of hormone and thTPO. Positive anti-GPIb antibody may be one of the influence factors of insensi—
tivity to hormone therapy.
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