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mE

e 20 b ) L R P G0 14 If /MR 98/ iE (Primary immune thrombocytopenia, ITP) I FR4E £,
FRUT LG P-FE & 1 (P-glycoprotein, P-gp). T RE4IMERE . I/MRAICSE. FEERE A FMAFI
H 5 G AR AR TP 1R IE KT B 51 RT3 A 2

Ttk WREL 2022 4F 6 H 2 2024 5 6 FAEA TR — M e B e ) LRHIRZ /Y ITP &L 120 41
PEREGAL, GIN A g BRI 1) 40 44 JLEE AT IRAL, SREENGIR VIR ARYE ITP —Z2W3R 77 7
R IARTTRANA, KR I8 4 4 B R 32 (Glucocorticosteroid, GO)VEIT4L (GC A 24l GC &
WD T BEER R A (Intravenous immune globulin, IVIG)¥RYT 40 (IVIG A %4 . IVIG TR ,
BEHNEAREE . WREI K P-gp. THRELIMEE MMUESSH. GEBRE A, fMASESE
s s . R SPSS 27.0 it A8 fh, TR (i K #Ea=0.05) i il £ #E AT &
EMHT.

gi i (OITP 4 CD4Y/CDS8* L AE «  Ifil /N B v % (Platelet count, PLT). i /)y B [ # (Plateleterit,
PCT). ¥k E241 g v+ £ (Lymphocyte count, LYMPH) % Ifil /)> # 15 9k B2 41 g L {E (Platelet-to-lymphocyte
ratio, PLR)flR T-{@ B Xt HE 2, CD8'T #hE4iffe (1 7 by /R348 F (Mean platelet volume, MPV).
IfiL /MR 43 A 95 FE (Platelet volume distribution width, PDW). #T SS-A/Ro60kD it Ro/SS-A(52) T
BEXTIEAL (P<0.05) . @ITP ALIfi% P-gp 5 CDS'T kL4015 4r EL £ IEAH %, 5 CD4Y/CD8* bl
B MK (P<0.05) . @GC A4 P-gp. CDS'T ik B 40 i i 43 kb &2 PLR ik T & &% 4

(P<0.05) ; CD4"/CD8"HuE . #MA C3 J2 LYMPH & T 240 (P<0.05) . @Logistic [8] 154> H7 &

7N, i P-gp & PLR Ft /5. CD4/CD8*HUAE K AMA C3 F#AKZ ITP &L GC I8 97 oA A ST fa ks Al
% (P<0.05) ; %] ROC #i%k: Ifi% P-gp. CD47/CDS"LLfE . PLR K #MA C3 /K FFil ITP & L
GC VEIT LR RIBWHER N 2.87ng/ml. 1.02. 12.85%A11 0.84¢/1, HiIZE FHIFKIK N 0.756. 0.765.
0.802 1 0.769, REBUZMWIK N 91.7% 53.8% 91.7%F1 59.6%, 453 EWIK N 55.8% 91.7%-
55.8%A1 83.3%, 95%CI KK N 0.631~0.882. 0.633~0.897. 0.674~0.931 1 0.628~0.910. GIVIG H
LI 1gG e PLR KPR T R4 (P<0.05) ;5 I IgM & LYMPH 7K°F & T840 (P<0.05) &
®Logistic [a1 450 #1 i 7~, PLR fil IgG THE & ITP &)L IVIG 1897 RS G K & (P<0.05)
#x4 ROC HiZk: PLR 1 IgG /KF Tl ITP & JL IVIG ¥ J7 T 2 AW E 43 591 4 9.05%F1 15.00¢/1,
it 4 T AR 3000 0.812 F1 0.748,  RIBUE 5350l 9 71.4% M1 85.7%, ¢ 57 [ 7373 N 87.8%F1 61.2%,
95%CI 43 9 0.638~0.986 Fil 0.580~0.915. (DGC G745 TVIG W7 4R YT A 235 il 81.2% M
87.5%, WA Rz LGt = L (P>0.05) .

g5it: OITP HB)LS R LE R MRS, T itk AR K B B s btk R A e 2=



55 QITP & JLIMLE P-gp FRIA/KFE CDS'T kL4043 Lk & CD4*/CD8* LB A7 7 Gt 12 KBk 5
®GC 1GI7 4 P-gp. CDS T k40 7 23 . CD4/CD8*HfE . LYMPH. PLR K fM& C3 7EA AT
AR RIEKFAE;  MLiE P-gp & PLR F3Kik. CD4Y/CDS*LLE KM C3 KKK IE & GC iRT
TR ST fE R R . @DIVIG 16774 1gG. IgM. LYMPH. PLR 7EAS[R)YT 204 1A) 3k K P A A
1137 IgG A PLR =R IA 2 IVIG JR77 o BT fE R R 2% .
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Abstract

Object: To analyze the clinical characteristics of children with primary immune thrombocytopenia
(ITP) and investigate the expression levels of serum P-glycoprotein (P-gp), T lymphocyte subsets, platelet
parameters, immunoglobulins, complement, and autoimmune antibodies in ITP, as well as their correlation
with clinical efficacy.

Methods: This study enrolled 120 pediatric patients diagnosed with ITP at the Department of
Pediatrics, First Affiliated Hospital of Shihezi University between June 2022 and June 2024 as the case
cohort, with concurrent recruitment of 40 matched healthy controls from routine physical examinations
during the same observation period. Comprehensive clinical data were collected through standardized case
report forms. According to the differences in first-line drug treatment regimens and therapeutic effects, the
experimental group was subdivided into the glucocorticosteroid (GC) therapy group (GC effective
subgroup and GC ineffective subgroup) and the intravenous immune globulin (IVIG) therapy group (IVIG
effective subgroup and IVIG ineffective subgroup). Comparisons were conducted across subgroups
regarding baseline information, clinical manifestations, and laboratory parameters including P-gp, T
lymphocyte subsets, platelet-related indices, immunoglobulins, and complement levels. Statistical analysis
was performed using SPSS version 27.0. With a predefined significance level of a = 0.05.

Results: D The ITP group showed lower levels of CD47/CD8* ratio, PLT, PCT, LYMPH, PLR , anti-
SSA/Ro60kD, and anti-Ro/SSA (52kD) antibodies than the healthy control group, while demonstrating
higher CD8" T lymphocyte percentage, MPV, and PDW (P<0.05). @ Serum P-gp levels in ITP patients
positively correlated with CD8* T lymphocyte percentage and negatively correlated with CD4*/CD8" ratio
(P<0.05). ® In GC therapy subgroups, the effective subgroup exhibited lower level of serum P-gp, CD8" T
lymphocyte percentage, and PLR compared to the ineffective subgroup (P<0.05), while showing higher
CD4+/CD8+ ratio, complement C3, and LYMPH levels (P<0.05). @ Logistic regression analysis identified
elevated serum P-gp and PLR, along with decreased CD47/CD8" ratio and complement C3 levels, as
independent risk factors for GC treatment inefficacy in pediatric ITP (P<0.05). ROC analysis established
cutoff values of 2.87 ng/mL for P-gp, 1.02 for CD4"/CD8" ratio, 12.85% for PLR, and 0.84 g/L for C3 in
predicting GC non-responsiveness, with AUCs of 0.756 (95% CI: 0.631-0.882), 0.765 (0.633-0.897), 0.802
(0.674-0.931), and 0.769 (0.628-0.910), respectively. Corresponding sensitivities were 91.7%, 53.8%,
91.7%, and 59.6%, with specificities of 55.8%, 91.7%, 55.8%, and 83.3%. ® The IVIG effective subgroup
displayed lower serum IgG and PLR levels but higher IgM and LYMPH levels than the ineffective



subgroup (P<0.05). ® Logistic regression revealed elevated PLR and IgG levels as independent risk
factors for IVIG treatment failure (P<0.05). ROC curves determined cutoff values of 9.05% for PLR and
15.00g/L for IgG, yielding AUCs of 0.812 (95% CI: 0.638-0.986) and 0.748 (0.580-0.915) with sensitivities
of 71.4%/85.7% and specificities of 87.8%/61.2%, respectively. (7)) The therapeutic response rates were
81.2% in the GC treatment group and 87.5% in the IVIG treatment group, with no significant difference in
efficacy between the two groups.

Conclusions: ) Pediatric ITP patients demonstrated differential expression patterns of platelet-related
indices, T lymphocyte subsets and autoimmune antibody compared to healthy controls. @ Serum P-gp
expression levels in ITP children showed statistically significant correlations with CD8" T lymphocyte
percentage and CD4"/CD8" ratio. 3 Within the GC therapy subgroups, P-gp expression, CD8" T
lymphocyte percentage, CD4*/CD8" ratio, LYMPH, PLR, and complement C3 levels exhibited significant
inter-subgroup variations. Elevated serum P-gp and PLR levels, combined with reduced CD4*/CD8" ratio
and complement C3 levels, were confirmed as independent risk factors for GC treatment inefficacy. @ In
the IVIG therapy subgroups, differential expression levels of IgG, IgM, LYMPH, and PLR were observed
between different efficacy groups. Elevated serum IgG and PLR levels served as independent risk factors
for IVIG treatment failure.

Key words: Primary immune thrombocytopenia in children; First-line Therapy; P-glycoprotein; T

Lymphocyte Subpopulations; Therapeutic Efficacy
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o33 gl 1R X B A

WNHEE IR H k4

ITP Primary immune thrombocytopenia Jir R A A 92 AP L /DN A Dl 2D i
PLT Platelet count JIIRANY TR

GC Glucocorticosteroid LA e

IVIG Intravenous immune globulin DR S 2 BR B
MPV Mean platelet volume P35 L/ NRAR AR

PDW Platelet distribution width ML /INBR 73 A 5 E

PCT Plateletcrit M/ROEAR

PLR Platelet-to-lymphocyte ratio I/ ik 4 b A
P-gp P-glycoprotein P-HEEE

RA Rheumatoid Arthritis IR IR R

SLE Systemic lupus erythematosus RAVEA R

LYMPH Lymphocyte count N R

TSH Thyroid stimulating hormone T HR I ==

FT3 Free triiodothyronine T B = A i 2 PR

FT4 Free thyroxine LN

TPOAb Anti-thyroid peroxidase antibody PR S SE A BT R
TGAbD Anti-thyroglobulin antibodies E RN 32 S S EAIN L




FR S ARBR XS BR AR (45R)

EyE s JEL AR A
TRAb Thyrotropin receptor antibody fE HUIR IR ER 2 AR Pk
PTA Prothrombin time activity 1t 1. ifg S5 3 B

PT Prothrombin time Tt 171,158 R s (1)

APTT Activated partial thromboplastin time T AR 43 56 I Tt 5 B[]
TT Thrombin time Tt 111 A s (1)

BAFF B cell activating factor belonging to the TNF family B 4 il 8% [ -1

CTL Cytotoxic T lymphocytes A EETE T 400

Bregs Regulatory B cells W B 4

Th Helper T cells B T 20 H

Tregs Regulatory T cells W T i

rhTPO Recombinant human thrombopoietin HI N MMRAE R
TPO-RA  thrombopoietin receptor agonist ML/ ARAE R ER 2 A BN )
RTX Rituximab 2z BT

VI



B1E L AAFARFMEFMILL

F1E %P

DU R M B 2 4 I /N AR /D i (Primary immune thrombocytopenia, ITP) & — &
T H B e vk v . FREDLE ITP SERMERL (1.6~5.3) /10 TN, BN &
LR, 1BYE TP IR EZ) (0.8~1.25) /10 /5 N2, JRATH =% Rl %& 8, 2£E ITP
LSRR 3.9/10 TN, HAdtRmas (4410 A mT 5% Q410770
&1 ITP MR ELN (9.5~11.2) /10 5 ABL,

JUEE ITP IGRRILZ AL, BBy B R A (B0 R H I, If R RIS
PEE AR I NMREEATAE — R REk. JLE ITPWFEZ HIR, 29 80%HIw FIERI X2
Wris 12 ™~ H WIS ERT IR E IR . RE 2808 ) LN — 20697 N R i, (HAE4)
5%~10% 1 L — 2697 RN AVE, BiTRIT e E R, dERNEM G ITP, &
BTG PR TR, FAR R PR R 58 4 ) B0 21,

JLEE ITP B —2RGI7 259 N bE B2 i 3 2 (Glucocorticosteroid, GC) M & ik v 5 e % Bk
# A (Intravenous immune globulin, IVIG), —ZRiAJ7 AL M /MR A R 2458, R ZE
BP. A adln . BUIBRSE . IVIG RTALN ] 3R T /M &, 1R EXT st &
AFAE ™ 3 I B /N ERCSR ELAEAE HR i U () 8 LR IVIG 69T, ATIs 2 pRg
/e b I B R L B 8, E IVIG WS &5 51 H AT 78 A% 1 T AE 22095 1 AU o
XTI B S ACE GBI ) L, RTAE S A R ik 4 GC #HATIRYT .
MBS, FHH S mpE. mOMERERE. B R EEEAARZM. B,
HMEVAPE ITP ) LH % e — 220697 VAR N NS, 0 8LURB S T 44
T IT BRE ST AR ML/ AT M AR R, B 23 e A8 P BHEVE TR R . T ITP — 2k 44
WG YT BN o R B I PR e 2 S 4 W 70 s 28 DG E

H il I e 2 WU HPEAL ITP 7 B SR 7T, B R LR . iE
i H7/KF. IGFBP2 £l BCL2 /K~F-5%, {H a3 84 AE Wnbs 26 0 () To0 R%S. i AR A5 21 IE
SOl S H AT M IR V)T AR BE S AR TR 1TP — & 25 a 7 I NI, s PR 3w
EZITMHNE, WER. P RE. REOIRES KSR Ein5E, a7 SR
KIS AT o

M/NEON ME e VA 2 510 B OCE 2, B G0 i\ N /R b =2 H TR
H R I B R R B, SR, ST R ORI, R AR L IR R ™ AR T S 1
ANRECE T PRIE AN SE AT, DR, XD i P AR R B VA AN RE R BR T i R4
I R 5 X MR D BEFEAT MARAL WS 1L /N T2k (Platelet count, PLT). Il /M-~

1



#1E &R BRFREMLTFMILL
A #3 (Mean platelet volume, MPV) . Il /MR 43 7 % J& (Platelet volume distribution width,
PDW). [fi/Mi A (Plateleterit, PCT) 5 /MR 2 2072 Je i B A% 40 A2 BRI/l
TEW L INREIRAS . a7 an S5 I HZPALHEhs, MUSTIRERA X, EHFTIT
ROTALT . eah, kAR 2 5 MR SO0E S S O I AR, 3 A SR AE FE IR 5k
I/ 55 96k B2 4 it BE A (Platelet-to-lymphocyte ratio, PLR) A {E AR Ge . i & B & %)%
PRSI P TT RS TS B4R RS o ARBFFEAL I I 20 A L MRS EUE — 225697 BOR
PR DA I A W 790

ITP RN, ZRARILFASS TP MR KE, UAEZ R ITP A% IH A+ Bt
4 7 A 40 GP 1L b/IMTa 54t GP 1 b/IX 55 H 5 I WAL AR 51 7 B 240 1 s 24 B g A0 1L
AN B o AR SRB AR B, T bR AR A T B 40 I S S AR ITP I R AR R
EHEEAEH, JUHZBME. MEIEME TP, YO8 T E MM S WA EcE . gl 1) 2R
A0 L PR 1 1) 2L A2 i AR I P A Bt i D MG A 1) B I (R 010- 11

T Wk LB LA E AN — BB, 2 N AR IR G 2 5 1) B Al o
AR, T bk EE G i S -l 1R 240 TR 7 5 AT D RE AL T A X AR e RS, P R 4E
MR El?l, CDA'T 4 CiiBh/sT T 40D BA SRty LAt Thae, #EhA
S ik R 4R B ER (1) 77 A Je oy s A E B ROV T/B TS A TR SRR LA A
Rt 52 . CDA'T 40t A9 PR A1 & 51 ke B B S s . CDSYT L CHsfil/ 45 T 2D
W) = B 77 L2 RORL B IR AT SAE TS ARk A, 51K B AR IS E . it 8R40 A I
NGB, FEEAZ M T, Bl ITP A A3, R0 T bk EL4H A 7 A 1 bl Al &% T e
AN T A TTP 58 LA M G .25 BoAT B2 X

P-4 I (P-glycoprotein, P-gp)&— M HH AR Z 24 255 A 1 dwbd stz e,
TR TR 2 M AH SR, Hod KR OAIESE S B . S8 RIR DT R
(Rheumatoid arthritis, RA). R 4t 14 £L 5 JR & (Systemic lupus erythematosus, SLE) %5 £ i
P B IT AL VA U4 151, P-gp AIKE 4 AL A N U 12 AN R Y BRI A 2454
FBhiE BN, PRSI E ZH RS FY, Wb R E, ARG E
FHRIFIRITRR, N P-gp X FhEF 2 S BUATT R JFE R 2 —08, I HT A 7 K 2
T B ITP B 5 1 B N B BlAS [B] 7™ AR BE 1 1TP B 2 [8] P-gp HIRIAZE R, 1M
B RYE P-gp K-S A AT R A1 B R U7, A0 FU I8 7 M — 2R 25 WA [R)T 2 4T
P-gp KIE/KF, RE P-gp SA4WIGIT NI RIS KR, HAEENJLE ITP InARS7 Rk
B e it LRI 1 22 ik

P-gp 7E T k240 0k 5 2 M K AT ZAE 0%, AN Ak 40 g 22 1 P-gp K&
KPR E SR, ERMTITG— !, Tsujimura 5 N R IR IKPTRY SLE &3,
H CD69"CD4 Ui | P-gp RIA /KT i TR BUHE s 1M Liu 5 AN P-gp hREid R

2



%13 % BAFAEMERMRT
K EERIAE CDS' T kg, FR@id 2 Figie 2 5 /AR 200, ACHE 5T A
3% P-gp 5 T LN EEH CD4'T 41, CDS'T 4iiifi R 1A /K-F-F1 CD4*/CD8 LU AH ,
M S — SR I R YT R TS 2 (B IAH DG, & B E VR 9T SRS SE i =%
WA o

TR H Bk A= 4, EFRBZHE, HAKCT R AR %% D Re .
B WA AW FUSE TP 8835 L35 b /SO 58 S 3k B E KPS T, 1gG K-S
SR AR [R) R U fE A o) 220 R4 AW 70 ) Sl LV Ao 3R A B /KPR AIRE 1 B & A
PE T R R I 20%, TERS ITP B, KK [gM FlmKF IgA 1 Bl
TBIT N 25 B AT BEME B 2, R L B R IR EREE B 5 L ITP — R 2549097 R 16
[RIAH S

IMER G H ARG 25 %P R SORE I N5 2 AN, 1R H S Rk
PR R R E B, HAkMEe C3 AIkMA C4 78 I3 I & & & T HAhrMA > 7.
£ ITP &, MA@ 3 B R4 i e EH . o & aMEais 2. A 38 Ui
Wt ZaMmETT XS 5 /AR . BN B AMA/KF 5 ITP ™ B A G, C3
KB AT REFR /R FUE A R4, Cheloff 55 A IA N AMA C4 7K-F 88 C3 /K B8 BE s Bt
ITP [P SRR E RS TG e BRER B SAMA (/K60 4 ITP 115 FoAA — 8 I E

ASCHEIL 25 TP IR IRAE f, R P-REER . TIREL4EPRERE . i/ MRAEE S
B P IRE . AMESE S — 2R GWIE T ISR AH DG, B EE D9 RN T % A H B i
JE R R VAL R, AR ST 7 BRIk




F2E AESHE BAFAFMEFIRY

T

2B EZRERE

il
<

2.1 &R

2.1.1 AR RAVIERE

AHFFEAN 2022 4 6 H 2 2024 4F 6 1 f i) K225 — Mt & BE B ) LRHEUE i 12
ITP &)L 120 AT G, G R W R JL 22 40 A 0t RRAH . AHiE 7T 106 I
PRI T2 A8 B 25 AH 50 R O e, MULMIEHL o B % & WAL v (R B2 J ik
KJ2023-424-02) , A& 5H DRI AL EmERE T,

2.1.2 I NFRE

i 0~18 % FLAF sy T H R AR EL):

D2 Y LA 18 AL I I /NAR B T 100X 10971, A1 8 134 P-4 K ot 4 i e IR,
] 525 5

@M — A A

(3) o B L 27 o I 7% A 4 484 2 5 5 PR A

2.1.3 HiBg#r

A U FAEE— e
QDL 4k M AN A

Ol BN AT N R R GO L e

OB FE 3 1)t L™ Bk e, Bl I LAt 1 B s . B R
@i Gk iR iR .

21487 H R

—ERAYNIRTT . BEEEGE, ARERE
B IR 3 (10~50)% 10970 To 75 5 U 3R (K36 Skt i At U L
FRAMATRE, EBEHTAIREE, 25FXKRWBREEMH GCiay, i
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F2ERANESTE BAFAEMLEAILT
TR BHORKEMRF: 1~2mgkg, & AKAIESH 60mg, ffH 7~14 Kipthfae
JERIRE AT, ST <6 A

N Bt B A7 A5 35 Bl H 0 B H XU FL /N SN T 201090, BB ek 58
HHMERRES, A IVIGIHRST, BT TE: fke Te%EREs 0.8~1g/(ke d),
SRR 1~2 K.

2.1.5 Fraii R 514

WG SITHa e, — 8097 BRUE N MH—&BIT 4 5 (1D Myl
(UMD PHEARRIARNE T IR HABRLERFIBIT IR (6 M) s BRRT K AT
BB R AR N (BIT IR TR, Il /MRTHE>(30~100)x 10%/L H A HE Al 38 hn iy
LA B W RIS T R IITESR, Bl H s GCiaITH (GCHMA. GC
TR K IVIG G T4 (AVIG R TVIG T4

22 AR FAE

2.2.1 llmpREERY

Wk ) Ui I8 B A R B R :

(D FEARFEE: W4, Hal. FR. BRI, ZKEE;

(2) ImPRFEM: Sz IR, 2 SR RGL e HoM. M. A
K;

(3) KA. OP-HEH; QT HEAMRILAEE: CDA'T #4077 LE
CDS'T #EAEH 7Lk, CD4Y/CD8'HE; @Il /MrAHKZ%: PLT. MPV. PCT,
PDW. bk 40 ff i1 % (Lymphocyte count, LYMPH). PLR; @#H )& EREH: IgG. IgA.
IgM; ©fhMk: Mk C3. M C4; © B S kdifk: i SS-A/Ro60kD. FT Ro/SS-
A(52). Bitz/MEDUE . BTAE A YRS, OFRIEDIEE: {2 F R IR B (Thyroid
stimulating hormone, TSH). ¥ 25 — il it J51 % R (Free triiodothyronine, FT3)~ i & HIR
JI 7 (Free thyroxine, FT4). i IR R i %80 A6 4 i 311 /4 (Anti-thyroid peroxidase antibody,
TPOAD). i H IR IR Bk 25 H $114 (Anti-thyroglobulin antibodies, TGAb) & {12 F IR IR i & %2
& Pt 4& (Thyrotropin receptor antibody, TRAD) ; WA ThoRE . & O B R VS B
(Prothrombin time activity, PTA). ¢ Ifil i )5 isJ [A] (Prothrombin time, PT). 43 43¢ Il i
Ji7L B [B] (Activated partial thromboplastin time, APTT). #¢ Il i [8] (Thrombin time, TT).



F2E ANSHE BATAERLFMRT
222 ¥MT5

AW A 5T B 2 BT AR AT . ECE K ML 1ml LA EDTA-K2 H75 K
MBS, A A AR5 R 4 A B R 2 T4 (Sysmex XN-9000) A il I 5 #H o i HY
Bk It 3ml DL 8 B A SR M AR I i O AR s, BRI A R R IR
AT P-FEEE F B % AT (ELISA)RI& (525 : CB10191-Huw) il P-HEEE H .
b E A MK L 2mil DA 43 80 M 3 2 SR I A 2 s I o BRI e P 98 4 B A B A 2 i
B Ak T AR AE AR B SR biih . BARIEThAE. BEMLIIRE. ek
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8 SPSS 27.0 G il B A AT EHE 0. THEBR AR () RV E 43 (%) R, 4
[F1) L 25 A FH - 5 K6 56 B Fisher B IRE R E . B0 T B R B8 £ ARAEZE( x-ts)
PR, IR ZE S L BUE B SLREA the e AR IR A i Bds Lo Ar 8 (DO 5367 Fe el iED
B M(P25,P75), #HIE] bz HAESEURE L. f# ] Spearman AH VL AT A I 43 #T . i
H = 7 Logistic 8l 97 #7 f&s [ Kl &, Af H 532 1A L AF 3 AiE il £8 (Receiver operating
characteristic curve, ROC) 1 5. 5 £ 12 Wi il FE &% Hh 28~ 11 2 (Area under curve, AUC).
A P<0.05 NZEFA Gt 5= o
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3.1 ITP X 542 T FRLB AV IR PR Z5 4 K2 bL 3

3.1.1 ITP 4HIIEAR E R A A

120 %5 ITP &)L, ¢k s8] (48.3%) , Ltk 624 (51.7%) ; F#nAiT 0.70
% ~14.75 % 2 18, HALER N 450 &5 WK 103 6] (85.8%) , DR E 17
(14.2%) 3 74 (5.8%) HHEXFLRFELE, 11346 (94.2%) LAHLFERE. WK 3-
1.

80.0
48.3

60.0
85.8 942 B

FI 43 1%

40.0

ST
20.0—

142

0.0~ ! ) "

FEA ENY/i3 93

e AR BWE LT RE—O B @I GF MR FH L.
B Al R LA TR ——Oktk; @0%RIE; @XMRFRNL.

Bl 3-1 ITP 4L A(E R
Figure 3-1 Basic Information of the ITP group

120 %1 ITP & LA, 92 i (81.6%) WIXHLIZHIAFAE MR IL, LLRZ BRFN I H 1f 5
Sy, Horb DUERA B JR R 5 H i WL, L 46 4 (38.3%) , FRALEH I 10
B (8.3%) , [FIHT HiTW 7 R0 f & I3 36 91 (30.0%) , 28 % (23.4%) JCihIfiL;
87 B (72.5%) MTIAFFAEIRGL L, 3341 (27.5%) EIITERRG s, 76 (5.8%) A K
K, 11341 (94.2%) TP K: 1461 (11.7%) K, 106 %1 (88.3%) JoHK;
24 5) (20.0%) HELEMR, 96 4 (80.0%) JLitktiaifih K. WK 3-2.
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BRESHHREUTFRMF——ORAM,; @LEEL; @LIMKR; ORI STk e K.
CHUFESF B2 LU T R A —— OB R A Bt .

DAL 5 A2 UL T R AF—— O .

P 3-2 ITP 4l KR I
Figure 3-2 Clinical manifestations of the ITP group

3.1.2 ITP B 5 EXTIRA S R ERILLER

ITP 41 CD4"/CD8*H{fi. PLT. PCT. LYMPH & PLR (PLT/LYMPH) 1T f#FEXf
HE2H, CDS'T kB4l & 43 . MPV. PDW. 3T SS-A/Ro60kD A #7i Ro/SS-A(52) & T
fERENHRYL, ZRAFKTFE X (P<0.05) . HEMER . Fi#. P-gp. CDA'T k40
MIE b, RERRE A AME. iR METUE . BTAEaPUA . FRERDRE A D)
RELER (P>0.05) . W& 3-1.

K 3-1 ITP 4 54 Fext f 41 S ie = A 2 11 Lh 8
Table 3-1 Comparison of laboratory tests between the ITP group and the healthy control group

T H ITP 41 (n=120) {g HEXT R ZH (n=40) 7z P

PET [n(%)]

% 58 (48.3%) 20 (50.0)

0.033  0.855

u 62 (51.7%) 20 (50.0)
R (D) 4.50 (2.19, 7.58) 3.63(2.21,7.21) -0.769  0.442
P-gp (ng/ml) 2.86(2.17,3.36) 2.76 (2.23, 3.55) -0.654 0513
T bk =L 40 i S 3

CD4'T (%) 32.81+5.81 34.74+5.00 -1.873  0.063

CDS8'T (%) 32.03 (29.01, 36.65) 30.88 (26.86, 33.32) 2203 0.028
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# 3-1 ITP H 5 XTI A LI SR AR (8238 1D

Table 3-1 Comparison of laboratory tests between the ITP group and the healthy control group (Continued

Part 1)
= ITP %4 (n=120) {8 FEX R ZH (n=40) 7z P
CD4*/CD8* 1.02 (0.88, 1.15) 1.12 (0.93, 1.38) -2.698  0.007
I /NRAH S ZH
PLT (X 10%/L) 20.50 (9.00,28.75)  331.50 (248.75,403.00)  -9.459  <0.001
MPV (fl) 10.25 (9.40, 12.00) 9.35(8.93, 10.08) -3.199  0.001
PCT (%) 0.021 (0.009, 0.031) 0.310 (0.257, 0.370) 9.459  <0.001
PDW (%) 15.90 (15.20, 16.50) 10.25 (8.98, 13.40) 7412 <0.001
LYMPH (X 10%L) 2.08 (1.61,2.55) 2.75 (2.23,3.38) 4268 <0.001
PLR (%) 9.90 (4.55, 14.73) 126.85 (95.75, 144.60)  -9.458  <0.001
TEERE M (g/L)
IgG 13.05 (8.41, 19.14) 13.00 (8.54, 19.93) -0.296  0.767
IgA 1.08 (0.75, 1.79) 1.06 (0.76, 1.90) -0.032 0975
IgM 0.98 (0.75, 1.57) 1.13 (0.76, 1.73) -1.286  0.198
FMA (g/L)
M C3 0.88 (0.74, 1.05) 0.91 (0.60, 1.04) -0.749  0.454
M C4 0.18 (0.16, 0.22) 0.19 (0.17,0.21) -0.847  0.397
H & PR [n(%)]
Pt SS-A/Ro60kD FH 48 (40.0) 2(5.0)
17.105 <0.001
[P 72 (60.0) 38 (95.0)
Pt Ro/SS-A(52) oH 4 39 (32.5) 2 (5.0)
11.904 <0.001
B 14 81 (67.5) 38 (95.0)
Ptz MR 8] 2 7(5.8) 0 (0.0) ] 01045
B 1 113 (94.2) 40 (100.0)
ERAIRE S EAR LN H 44 7(5.8) 0 (0.0) .
B 113 (94.2) 40 (100.0) oo
FAR R T E
TSH (mIU/L) 2.41 (1.44,2.92) 2.77 (1.73, 3.06) -1.440  0.150
FT; (pmol/L) 5.31 (4.50, 6.26) 5.76 (4.71, 7.50) -1.828  0.068
FT4(pmol/L) 18.75 (16.70, 20.61) 17.74(15.58, 19.76) -1.905  0.057

TE: ““7FIR Fisher KL .
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%% 3-1 1TP H 5@ Hext A SR I Sk A U (438 2)
Table 3-1 Comparison of laboratory tests between the ITP group and the healthy control group (Continued

Part 2)
i H ITP 4 (n=120) {g FEXT HEZH (n=40) 7z p
TPOAD [n(%)] FH 4 8 (6.7) 0 (0.0) .
B 1 112 (93.3) 40 (100.0) ) 0.202
TGAb [n(%)] FH 4(3.3) 0 (0.0) .
B 116 (96.7) 40 (100.0) ) 0373
TRAb [n(%)] H 4 3(2.5) 0 (0.0) .
B 1 117 (97.5) 40 (100.0) ) 0374
e Thag
PTA (%) 89.76+17.60 86.80+14.73 0.960 0.339
PT (s) 11.91+0.81 12.08+0.82 21170 0.244
APTT (s) 26.81+3.94 27.46+4.25 -0.890  0.375
TT (s) 16.60+1.81 16.59+1.86 0.058 0.954

Ve “"FKIN Fisher KL .
3.1.3 ITP HI’E P-HEER S K IIEFrAVE R ST

I i% P-gp /KP4 CDS8'T ik L4 i & 4 btk 2 IEAH X (1=0.439, P<0.001) , 5
CD4"/CD8" LUl S /i (r=-0.428, P<0.001) . SPEHI. EE. CDA'T MkE LM 2
o M/MRAH S SE. RERRE A ME. B S RiEdirk. HURIRThRe K gt i ThRg
FHRYE (P>0.05) o W& 3-2. &3-3. & 3-4.

% 3-2 ITP A 1MLiE P-gp 5 & Wil br I AH A 73 A

Table 3-2 Correlation analysis of serum P-gp with various indicators in the ITP group

i r P i H r P
PE 0.091 0.322 PCT (%) 0.049 0.594
FRE (%) -0.091 0.325 PDW (%) 0.027 0.772
CD4'T (%) -0.154 0.094 LYMPH (X 10°/L) -0.102 0.270
CDS8'T (%) 0.439 <0.001 PLR 0.127 0.167
CD4'/CD8* -0.428 <0.001 IgG (g/L) -0.062 0.503
PLT (X 10°L) 0.039 0.670 IgA (g/L) -0.083 0.370
MPV (fl) -0.030 0.747 IgM (g/L) 0.044 0.631

10
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K 3-2 ITP A3 P-gp 58 TUFEFR A PR3 T (2E3R)

Table 3-2 Correlation analysis of serum P-gp with various indicators in the ITP group (Continued)

T H r p T H r P
M C3 (g/L) 0.004 0.963 FT4(pmol/L) -0.132 0.152
A& C4 (g/L) -0.033 0.718 TPOAb -0.138 0.133

Pt SS-A/Ro60kD 0.056 0.543 TGAb -0.102 0.268
Pt Ro/SS-A(52) -0.162 0.077 TRADb 0.069 0.452
ER N LSRN 0.086 0.352 PTA (%) 0.079 0.391
ERAE R4 S ETINEN -0.100 0.277 PT (s) -0.012 0.900
TSH (mIU/L) 0.046 0.619 APTT (s) 0.026 0.775
FT;3(pmol/L) 0.002 0.982 TT (s) 0.112 0.224

50.00

45.00

2 40.00

< 35.00

% 30.00

}j 25.00

% 20.00

F

& 15.00

e 10.00

5.00

0.00

0.000 1.000 2.000 3.000 4.000 5.000 6.000 7.000
P-HEE A (ng/ml)

P 3-3 ITP 411135 P-gp 5 CDS*T bk 40 i 1 43 Hb i AH S 0 #r

Figure 3-3 Correlation analysis of serum P-gp with CD8* T lymphocyte percentage in the ITP group

1.80
1.60

0.20

0.00
0.000 1.000 2.000 3.000 4.000 5.000 6.000 7.000
P-##HEH (ng/mL)

K 3-4 ITP 41L1fLi% P-gp 5 CD4*/CD8* HLAR [FIHH P 43 B
Figure 3-4 Correlation analysis of serum P-gp with CD4*/CD8" ratio in the ITP group
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FIEZEHER AAFAREMLTFNAILL
3.2 GC & TR IR &R R L5

3.2.1 ERIEEREEE

GC VAT E)LIL 64 1], Hh GCH R 52 41, GC LR 12 4. HlatEy.
W RFER TG FER (P>0.05) o W% 3-3.
% 3-3 GCIRITHIEA(E B L

Table 3-3 Comparison of basic information in the GC therapy group

= GC A3 (n=52) GC &4 (n=12) P/ P

5 [0(%)]

% 29 (55.8) 5(41.7)
0.779 0.378
‘e 23(44.2) 7 (58.3)
T (%) 4.21(2.10, 7.46) 5.38 (3.46, 8.57) -1.032 0.302
FIE L [n(%)]
H 3(5.8) 2(16.7) .
0.233
7 49 (94.2) 10 (83.3)

VE: “*”FIK Fisher KL .

3.2.2 ImARFRIAIELER

GC HMMAYS GC LRz E], HMEH . IR FFEIORL B S bk B2 25 i
KESBTLG AR XL (P>0.05) - &K 3-4.
% 3-4 GCIBIT HIRIKRF I ELEL [n(%)]

Table 3-4 Comparison of clinical manifestations in the GC therapy group [n(%)]

i H GC 34 (n=52) GC L&A (n=12) 7 P
3
B TR 5 B = S 1L 21 (40.4) 3 (25.0)
AN R B 1f 19 (36.6) 4 (33.3) 0.5345
&N il 6 (11.5) 2(16.7)
N 6 (11.5) 3(25.0)

VE: ““"FIK Fisher KL .
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% 3-4 GC YT IR IR Z I ELHL [n(%)] (8:3)

Table 3-4 Comparison of clinical manifestations in the GC therapy group [n(%)](Continued)

I H GC 32 (n=52) GC L& (n=12) 7 P
H 38(73.1) 7 (58.3) .
- 0.318
T 14 (26.9) 5(41.7)
JHFJie 2K
H 2(3.8) 1(8.3) .
- 0.470
T 50 (96.2) 11 (91.7)
VPN
H 5(9.6) 4 (33.3) .
- 0.055
T 47 (90.4) 8 (66.7)
MREZEB R
H 9 (17.3) 3 (25.0) .
- 0.682
T 43 (82.7) 9 (75.0)

TE: ““”FIR Fisher K56
3.2.3 SEI EIEFRAYLE AR

DOGC A B 37 P-gp+ CD8'T ik 40 1 73 Lk A PLR IR T B2 4 (P<0.05) ;
@GC 24 CD4"/CD8 L fE « #MA C3 & LYMPH /K V& T4 (P<0.05) ; @A
/] CD4'T k4 M 7 2> . PLT. MPV. PCT. PDW. #JEEREH. #MEk C4. A& %
REPUAR. HURIRIhAE KB IhfE LS E R (P>0.05) . W% 3-5,

#* 3-5 GC iRyT H LI =R A Lhis

Table 3-5 Comparison of laboratory tests in the GC therapy group

s GC A3 (n=52) GC L& (n=12) t/Z/ 4 P
P-gp (ng/ml) 2.80 (2.17,3.12) 3.24 (3.00, 3.88) 2752 0.006
T bk EL 40 i 3 3
CD4'T (%) 33.44 (26.99,40.24)  31.10(27.01,34.07)  -1.273  0.203
CDS*T (%) 33.32(29.55,37.85)  36.24 (34.69,40.15)  -1.995  0.046

CD4'/CD8* 1.02+0.22 0.82+0.15 2.882 0.005

13
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£ 3-5GCIHTHSEE=EME LR (82K 1)

Table 3-5 Comparison of laboratory tests in the GC therapy group (Continued Part 1)

T H GC HHH (n=52) GC L4 (n=12) t/Z/ 42 P
ML/ G S5
PLT (X 10°L) 29.02+7.87 30.25+8.59 -0.480  0.633
MPV (fl) 10.05 (9.33, 11.75) 10.70 (9.73,12.10)  -0.895  0.371
PCT (%) 0.030£0.010 0.0320.007 0.559  0.578
PDW (%) 15.90 (15.50, 16.30)  16.35(14.83,17.53)  -0.922  0.356
LYMPH (X 10%L) 2.2540.67 1.461+0.54 3.839  <0.001
PLR (%) 12.65(10.05,16.88)  21.15(14.30,29.63)  -3.243  0.001
REREH (g/L)
1gG 11.75 (7.97, 20.40) 14.29(9.69,17.95)  -0.413  0.679
IgA 1.11 (0.75, 1.87) 1.06 (0.76, 1.47) -0.534  0.594
IgM 0.91 (0.71, 1.24) 1.13 (0.77, 1.70) -1.318  0.188
M (g/L)
WM& C3 0.92+0.29 0.66+0.22 2,963  0.004
MA C4 0.18 (0.16, 0.22) 0.18 (0.16, 0.19) -0.803  0.422
H & S i [n(%)]
i SS-A/Ro60kD FH 4 15 (28.8) 7(58.3) )
B 37(712) 5(41.7) -0
1 Ro/SS-A(52) FH 4 14 (26.9) 6 (50.0) .
B 38 (73.1) 6 (50.0) - e
AR 7N NG B 3(5.8) 1(8.3) _ 0,574
¥ 4 49 (94.2) 11 (91.7)
bR S RN B 3(5.8) 2(16.7) ] 02332
B 49 (94.2) 10 (83.3)
FAR BRI e
TSH (mIU/L) 2.25(1.24,2.84) 2.70 (1.47,3.11) 0.672  0.502
FT; (pmol/L) 5.67+1.23 531+1.36 0.891  0.376
FT4(pmol/L) 19.07£2.36 18.35+2.19 0975  0.333
TPOAD [n(%)] FH 4 3(5.8) 1(8.3) R
B 49 (94.2) 11 (91.7) ) 0374

VE: “°”3RIK Fisher KL

14
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£ 3-5GCIHTTHSEE =M A LR (8% 2)

Table 3-5 Comparison of laboratory tests in the GC therapy group (Continued Part 2)

T H GC HHH (n=52) GC LA (n=12) t/Z/ 4 P
TGAD [n(%)] FH 4 2(3.8) 1(8.3)
- 0.470°
[k 50 (96.2) 11 (91.7)
TRAD [n(%)] FHE 1(1.9) 1(8.3)
- 0.342°
[ 51(98.1) 11(91.7)
EE I I Re
PTA (%) 90.43+19.00 92.43+17.21 0334 0.740
PT (s) 11.82+0.84 11.93+0.82 -0.439  0.662
APTT (s) 26.77+4.13 26.35+4.69 0.312 0.756
TT (s) 16.30+1.64 17.384+2.01 -1.960  0.055

VE: “”FIK Fisher K6 .

3.2.4 Logistic iZ 58 [E]Y3 5347

Logistic A3 AT 25 R B 7x, 1filiE P-gp & PLR Fti&. CD4"/CD8'UAE K A C3 7K
PR ITP &)L GC YT BRI ML fERIF 3R (P<0.05) o W3 3-6.
 3-6 521 GC RIT 4HI7 241 Logistic [543 #fr

Table 3-6 Logistic regression analysis of factors influencing the efficacy of GC in the GC therapy group

95%CI
K& B S.E. Wald P OR
TR FBR
P-gp 1.385 0.705 3.861 0.049 3.994 1.004 15.892
CD4'/CD8* -5.227 2.710 3.720 0.048 0.005 0.000 0.401
PLR 0.135 0.058 5.430 0.020 1.145 1.022 1.283
A C3 -5.560 2.442 5.182 0.023 0.004 0.000 0.462
o 0.968 3.349 0.084 0.772 2.633 - -
3.2.5 ROC BHZ& 3 4f

24 ROC 2k 4s BB oR, I P-gp. CD4*/CD8'ELAE . PLR S AMA C3 /K F- T
JLEE ITP B3 GC ¥RYT LR ETE 73 514 2.87ng/ml. 1.02. 12.85%F1 0.84g/1, %k
ARS8 0.756. 0.765. 0.802 A1 0.769. W% 3-7. &l 3-5.

15
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# 3-7P-gp. CD4*/CDS'HU{E . PLR KA C3 /K F4F ITP B GC 67T TR T 14
Table 3-7 Predictive value of P-gp, CD4*/CD8" ratio, PLR, and complement C3 levels for inefficacy of GC

therapy in pediatric ITP patients

95%CI
fabr AUC  REUE (%) FERE (%)  LEEH EuKIEN
R ERR
P-gp 0.756 91.7 55.8 0.475 2.87 (ng/ml)  0.631  0.882
CD4'/CD8"  0.765 53.8 91.7 0.455 1.02 0.633  0.897
PLR 0.802 91.7 55.8 0.475 12.85 (%) 0.674  0.931
M C3 0.769 59.6 83.3 0.340 0.84 (g/1) 0.628 0910
100 [
80 -
®
<. 60- /
=
Z 404
]
o P-gp
CD4+/CD8+
o WikC3
w—  PLR
0+ r r r '
0 20 40 60 80 100

100% - Specificity%

B 3-5 P-gp. CD47/CDS8*HufE . PLR K AMA C3 7K F%F ITP &)L GC 67 LR Fi i (A
Figure 3-5 Predictive value of P-gp, CD4+/CD8+ ratio, PLR, and complement C3 levels for inefficacy of

GC therapy in pediatric ITP patients

3.3 IVIG 8 TR R E R A L4

3.3.1 EAREERELE

IVIG ¥ 97 4 8B )L 56 1, Hodb IVIG B R4 49 6], IVIG TR 7 %1. P42 [H
PR W M KR E R TGRS (P>0.05) . I 3-8,

16
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#* 3-8 IVIG JAJ7 AR5 B H AR

Table 3-8 Comparison of basic information in the IVIG therapy group

T H IVIG A %40 (n=49) IVIG LA (n=7) 2z P

P [n(%)]

% 22 (44.9) 2 (28.6) .
- 0.686
7 27 (55.1) 5(71.4)
(%) 4.75(2.21,7.67) 5.50 (2.75,7.92) 0.434 0.665
FIE L [n(%)]
A 2 (4.1) 0(0.0) A
- 1.000
T 47 (95.9) 7 (100.0)

¥ “*”ZFRIR Fisher FEHfG L .
3.3.2 mARFRIMAIEL 35

IVIG A1 R 5 IVIG LR 2 8], HIMLERI . G RI HEhR JR oK Stk 2
iR Z R TG A E L (P>0.05) o H&K 3-9,
R 3-9 IVIG 677 4LIm PRI L [n(%)]
Table 3-9 Comparison of clinical manifestations in the IVIG therapy group [n(%)]

T H IVIG A 22 (n=49) IVIG T34 (n=7) 7 P
H LRI
IR RN K S H oL 12 (24.5) 0 (0.0)
AN R B 1 18 (36.7) 5(71.4) 03245
A3 4 1M 2 (4.1) 0(0.0) '
o 17 (34.7) 2 (28.6)
JRGLR I
H 36 (73.5) 6 (85.7) .
- 0.666
o 13 (26.5) 1(14.3)
JH IR
H 3(6.1) 1 (14.3) .
- 0423
N 46 (93.9) 6 (85.7)

VE: “*”FIK Fisher KL .
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£ 3-9 IVIG J897 AN IR R I L EL [n(%)] (823
Table 3-9 Comparison of clinical manifestations in the IVIG therapy group [n(%)] (Continued)

e IVIG 5 %4 (n=49) IVIG LR (n=7) 7 p
VPN
H 4(8.2) 1(14.3) .
- 0.501
T 45 (91.8) 6 (85.7)
IREL K
H 10 (20.4) 2 (28.6) .
- 0.635
T 39 (79.6) 5(71.4)

TE: ““7FIR Fisher KL .

3.3.3 SLIG =IEFRAVEL 5

DIVIG A & M3F 1gG 2 PLR /KPR T84 (P<0.05) ; IfiiE IgM & LYMPH
KFE TR (P<0.05) ; @AE MG P-gp. T E4IMEE. PLT. MPV. PCT.
PDW. IgA. Mk C4. BHREDMA. FRBRE LGN LR T % ER

(P>0.05) . W3 3-10.

2% 3-10 IVIG VR JT 2H 5206 == 0 77 4%

Table 3-10 Comparison of laboratory tests in the IVIG therapy group

T H IVIG %4 (n=49) IVIG T34 (n=7) t/Z/ 5 P

P-gp (ng/ml) 2.754+0.93 3.07+0.69 -0.886  0.379
T bk E2 4 A S 3

CDA4'T (%) 32.49+5.04 33.66+5.47 -0.570  0.571

CDS8'T (%) 30.83+4.99 29.47+331 0.698  0.488

CD4*/CDS8* 1.04 (0.95, 1.18) 1.13 (1.09, 1.32) -1.401  0.161
IIRAN & PS4

PLT (X 10%L) 8.00 (4.50, 14.00) 11.00 (6.00, 17.00) -0.782  0.434

MPV (fl) 10.76 +1.69 9.90+1.53 1274 0.208

PCT (%) 0.008 (0.005, 0.018) 0.050 (0.005,0.017)  -0.472  0.637

PDW (%) 15.90 (15.20, 16.30) 16.10 (13.90,17.10)  -0.521  0.602

LYMPH (X 10%L) 2.30 (1.80, 2.76) 1.14 (1.01, 1.30) 4213 <0.001

PLR (%) 4.10 (1.85, 6.60) 9.80 (4.40, 13.80) 2.651  0.008
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% 3-10 IVIG ¥ TS B M A LU (8 1)

Table 3-10 Comparison of laboratory tests in the IVIG therapy group (Continued Part 1)

e IVIG A R4 (n=49) IVIG L& (n=7) t/Z/ 42 P
FPEERE A (gL)
IgG 13.00 (8.87, 17.90) 17.90 (15.20,23.50)  -2.107  0.035
IgA 1.13 (0.75, 1.90) 0.98 (0.54, 1.37) -1.017  0.309
IgM 1.03 (0.79, 1.73) 0.79 (0.57, 1.06) 2268 0.023
#MAE (g/L)
FMA C3 0.93+0.23 0.78+0.25 1.579  0.120
WM& C4 0.19+0.08 0.14+0.05 1.520  0.134
H & i [n(%)]
Pt SS-A/Ro60kD FH 8 (16.3) 2 (28.6) .
B 41 (83.7) 5(71.4) o0
i Ro/SS-A(52) FHE 16 (32.7) 3 (42.9) .
B 33 (67.3) 4(57.1) - e
Ptz MAGLA 8] 2 2(4.1) 1(14.3) _ 03355
[P 47 (95.9) 6 (85.7)
ALE A A B 1(2.0) 1(14.3) ] 02365
[P 48 (98.0) 6 (85.7)
IR R T g
TSH (mIU/L) 2.57 (1.44,3.13) 2.41 (1.24,2.82) -0.781  0.435
FT; (pmol/L) 5.514+1.37 5.2140.53 0.560  0.577
FT4 (pmol/L) 18.4642.36 16.96+1.68 1.622  0.111
TPOAb [n(%)] BHE 3(6.1) 1(14.3) .
B 46 (93.9) 6 (85.7) IR
TGAb [n(%)] BH 1t 1(2.0) 0 (0.0) .
B 1 48 (98.0) 7 (100.0) ) 1000
TRAD [n(%)] R4 2 (4.1) 0 (0.0) .
B 47 (95.9) 7 (100.0) - 1
e i Th &g
PTA (%) 87.63+£15.88 95.16+20.59 1130 0.263
PT (s) 12.0140.73 11.79£1.19 0.707  0.483

TE: ““7FIR Fisher KK L .
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% 3-10 IVIG V7 HSe i S A LA (423K 2)
Table 3-10 Comparison of laboratory tests in the IVIG therapy group (Continued Part 2)

I H IVIG A% n=49)  IVIG B H n=7)  t/Z/4 P
APTT (s) 26.89+3.77 27.234+2.92 -0.225 0.823
TT (s) 16.83+1.87 15.9442.01 1.164 0.250

3.3.4 Logistic iZ 58 [E]Y3 5347

Logistic [AF 43 #1455 & 7%, PLR fl IgG K-V & 42 ITP &L IVIG 697 TRk
AR (P<0.05) o ML 3-11.
% 3-11 521 IVIG 697 497 201 Logistic [81J9 5047
Table 3-11 Predictive value of PLR and IgG levels for inefficacy of IVIG therapy in ITP patients

95%CI1

ESES B S.E. Wald P OR

TR R
PLR 0.277 0.137 4.091 0.043 1.319 1.009 1.724
IgG 0.209 0.102 4.184 0.041 1.233 1.009 1.507
IgM -2.819 1.761 2.561 0.109 0.060 0.002 1.884
o -4.725 2.935 2.591 0.107 0.009 - -

3.3.5 ROC BiZk o4

222 ROC B 45 R &EoR, PLR M 1gG /ACF N JLE ITP B3 IVIG 7 o3
W E 27318 9.05%M1 15.00g/1, #HEE N IHAR 73508 0.812 /1 0.748. L% 3-12. [ 3-6.
2 3-12 PLR J¢ IgG /K°FX ITP 3% TVIG 1697 T2 BN 8
Table 3-12 Predictive value of PLR and IgG levels for inefficacy of IVIG therapy in pediatric ITP patients

95%ClI
fetr  AUC REE (%) FEREE (%) ATRE R =R A E E
PLR 0812 71.4 87.8 0.592 9.05 (%) 0.638  0.986
IgG  0.748 85.7 61.2 0.469 15.00 (g/1) 0.580  0.915
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Figure 3-6 Predictive value of PLR and IgG levels for inefficacy of IVIG therapy in pediatric ITP patients

3.4 RNREI—%IATr 75 RIGARTTRELER

GCiRITH 5 IVIG 187 A R 0 5N 81.2% 1 87.5%, PRI 7 97 RTILGiit 2
Z5 (P>0.05) . W3 3-13.

R 3-13 AR — L3877 5 RImARTT R L [n(%)]

Table 3-13 Comparison of clinical efficacy among different first-line treatment regimens [n(%)]

TR
BT x P
L. TR
GC 52 (81.2) 12 (18.8)
0.875 0.349
IVIG 49 (87.5) 7 (12.5)
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F4E 1P AAFRFEMETEMNILT
FA4E L

ITP 2/ LI I W MR R e, £ 22t ARVERRE, EinR _E05E 7>
BIL 2250 )7 RO NG VE BRI RS R o DR BRZ PPl 7 20 & U= A 20T
B, BEEERMNENZ, AMOEK 7RI, N 725 RA BB K
A, RANIHR R A B RT UT S. RAE HHT G T TP — 4 25 W O
DIRAR AR RIS, (HBA SCRRIESE, FE 80 iR b B B S e &, P-gp T
WA BBk 1 5 SR T U TR AR

AR HTHEPE BT 120 9] TP LK 40 Bl LE G R BERE, I A 2Rk
I R B b s B = A B &, XA [R— 23697 5 5 AN R T 208 ) LEEAT BORE EE K&
Bl o, BAEHTLE ITP BYIG AR L, IR LI P-gp. T #REAHMINERE /MR
MRSE REHREA . AMER B S PR SEAE ITP H (RIS 5 R 2
M, vEb e XA ia )T 7 S b icHE -

4.1 ITP A5 R *T882H

AT A E TR R, JLUE ITP WARERZET T 12105, AFREKLE
ITP 5 KAF R BATAEZ 7, BRGSO R AN 1~5 B AU AT L . WA ITP
RIFAFEGRFEEFAPL, HAERFEHRL 42/10 TN, #ELK 4710 75)LE, 5K
) LE AR AEN. A ITP 2 1T 0~3 2 124 LS. KWt E+ T 2.19
%5158 208, PAER 4.5 %, FEERBDLE R R G T R E B BOos A S,
B ) LA S LB B 5 B S &L

A ITP B35 i B W LoV Ao e T R 50 1 o i DR D 3 LA 84 n 2 RE S
JRBETRG PAAEDUILMR B S PiiR, fedt Az BN i A . Mo /G i A e
R0 2R MR EEVE T . ABE TS B IL 58 41, etk Bl 62 B, J bl 290y 1:
1.06, BAMEMERZER. FEEILURIRERET T4 U B E R T, K2 ARt
NPER B, BME PR E e o &, X T IR e BO L E T FUE 8/, bl
JUTE I ITP i 5 55 L M o 2 5

AW 85.8% M B ILNDUER, g5 KA X N DR E N AE D BRIk R E G
Ko H R G B UE AN R RO 5 1TP R 8 25 ) MVE 2 [R1 (9 G|, A ARyt
—BHII. A TAXEE R 5.8% 1 B LA BIVER IR S, LU N L, B B
RS, B4R 5 I IF AR £ ZEEUR L] .
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ZHCEILTEEAT 1~3 AL SRR L, 2 ITP R EZEHR 2 —, At
FuHI 2/3 B LERRRTAEA R R I, o DUR B i 2 0. 0 R B I
o TR B 5] T G R G PR S RN AR S e OB, 5 ITP R R

ITP B )LIRRRIMATEANMAZE R . B RN B MR DU R i & e femn, R8I
N R BRI A5 . BT S R, AT B . B, RPN A i B T R
M, WIRIE. BB AN S0 > DL, R 2% B P i xE DL R R PR
™ B A R M, HBkE . Z ISR, 5 ) LTI i S BT,
TRICRL) 0.5~1%271, AHFFE ITP 4L JLYIHE I LR IRB IR i 5 & i oy 3, L
AR KBS W M W, 5RIKEMMNEFE . 5ZHMI . Rk 5
b M EEAEER G, ARASMGETE., dRME R SR, SRR Y
oy BILWNZ I Bk Z U8 ARAE, AR L AR 2 PLT gkl 2 808 LAFEI
B RSO, ADECH IR BT BRI OK . ARBFAL) 20% 10 R LAEA kA5 R,
ANHERR AT IR G S B 5 R A, TR A S 1 TR A

ITP &) LA & i 4 i 7 At 32 BRI 5 — B i /MR T 50, %k FoAth i &R 54/
ML /AR Z K02 PEAS A0 I /N AR R e DR A B B FR AR . PLT W] BELEE VAL if /MR 2 &
AL, MPV — @R AR /MRS, PCT & PLT 5 MPV [J3A, Bl AT & 4
e AE 4, PDW Sl i /IMRARFR B 22 S R RS, PRAS /R3S — . ITP &)L f g% 2k
1 T RN KRR, EAZM M R ARG, - REAEEE I, AR
AR I NACRE TN I, 2241 B8 A= RS /DN P T BEAS 2 AR /MR IR AR FE 51 ke 4h
JA MRS EC LR R PR, AW RN ITP BJL PLT AN 20.50 X 1091, %
R LE 331.50 X 10%/L W3 K SFrAE /ARG EAR, AR R, KA A,
MPV J PDW A fi BT R ZH T =i MPV 19K, {H PLT BRARIEAZFE B, PCT B FEXT
HEZH B

PTA. PT. APTT. TT %#tiMFEArrE M A RITL G225, W JLE ITP 1 i
R 2 5 I/ MROK B R T B30 N AR A BE AT 3801 7 % i it L Rl T3 A 2 B G
11 AL AR GEAS B 7t T 3

LYMPH. PLR A J Bt [ B 58 PR (1) 908 7K ST A S I sh A2 LB ARHE 5T 1TP
“H LYMPH J PLR K T REX M4 . 1TP &) LN G e S i S e 3 R AR 2580, T ibkER
Y B R CD4Y/CD8'T 41 i S 4 B T 40 /8 1 v T 4 bl ki, ) RGXTH
S PUE ISP PR, ORS8N B & N, FEORCYE R . AR R
A= R I /N AT A 8 s ot AR B 4 R T 450 4% I ok 2 40 PR O 248 LYMPH Jik /b
PLR >4 PLT 5 LYMPH W LU, )L PLT 8% ¥R 980> Ol 5 K F LYMPH B ()8 B
RPN ITP I 5 X REZH PLR F#IK
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THELIRS S 2 MR R R AR 15 1 U0 R B+, CD8'T
21 P 200 PR 2 P A P 5 i B P ik A %55 D AH SGBY . SLE J3% CDA'T itk 4 i 2 &=
Sk AT T MR IIRE SR . ARG T 4 R S A0 S P A W S TE SLE (1)
T B A BEBE R i S B E Y. A ThRE S 5 ITP K. H R T 20 i fe 2 25 L
B AR R LA CD4'T it A& CD&'T ik L 4i il = SAAFAAE GBI AR 5T ITP 48 ) L5 i
FRXTHRZH CD4'T ik 4 iU/ 43 Lb B4 ik 5 2 5%, CD8'T kR4 /5 43 bb 1TP 2H v Tk
REXTIEZH, CD4Y/CDS' LR T XTI, ZERA R I2EE X (P>0.05) , H#E ITP
B LI 52 75 LA CDS'T M-S I 4i e A 1R F o 32 5

AW ER 2> ITP &)L HEILHT SS-A/Ro60kD. #i Ro/SS-A(52). HitZ/IMATR. Fidl
HAPUABHMERIZE, HPPr SS-A/Ro60kD FIHT Ro/SS-A(S2) Btk R IE K5 &, il
JLE M L R IIYE A . H RGP SSA HUARLE [ & S Mg b 1 BARAE WL
il v A A, HEMIT SSA FiiRiE SRS A TE RS Z &Y, FE Fe SRR Toll £
AR, 75 S SR i (Dendritic Cells, DO)Z[E 5 F i 40 iRt [ B4R, JFfld B
S O R 00 B 23 WA A 55 43k, TR I B b 4B BRGNS PR AR, S5 R
P [ B4 35T, 4 SSA HiAk (RIFT Ro HiAk) & KT TR LR A E(Sjodgren’s syndrome,
SS)FI SLE %, 7E RA. ITP %&£ [ & fulie Vi Hh i nl m 3R Be 37, 1TP & )LE &
e PR FH M 75 A5 G I HAth S0 95 14 5993 1 B

FORBRAE N AR B B N 28 T, HIIRE U BRGUR 5 ITP fR4E Rk, &4 ITP
LA IR BRZ « FUIR AR TH RS 5385 8 G0 20 0S B3 s A 1T VG 20 25 n J af /N AR (17
MR, 9697 IOV ZEIR B IE R . AL fo % Dy g 38 B IR i BRI B 5 Fitfk TPOAD .
TGADb & TRAb )& BAVEEBOE N, B & %% 58 X NS B i ons FUR BR AL /MR T
Tk 39400, FROR R4 BHAE IS I ARV 28 IS, HR R DO B8 1R % 5 I /AR Bl 2 P 2
(381, AHFFT ITP 41 5 {d Bt i 4H [A] TSH. T3. T4. TPOAb. TGAb 2 TRAb /K VT4t
T ESR, TRRSHEARRDAEKR, At — P ek,

ITP & )LIIE P-gp RIBAKF SR Fh. MM SE. RERED . FME.
H &z hifs. FURIRDIRE. B IhRe S JoAH G (P>0.05) , P-gp /KA Fik A
F . Llaudo 55 N R IUAE F e #0116 7 5 P-gp W& PEAD T k4B DN B FEAIC, X
PR BLAE CDS'T kLA Fh S N o e, 4D CDS8'T bk 240 i L& P-gp M5 3=
R R 5 0, AR ITP )L IME P-gp /K °F5 CDS*T ik B 41 fifd 7 /) kb 5 1E A 2%
(r=0.439, P<0.001) , 5 CD4"/CD8"LUAH 2 fiAH % (1=-0.428, P<0.001) . P-gp fE
CD8'T kLA b = 3Rk . 24 ITP 23 LA CD8+T bk EL4H A v 3= 5 1 40 il fe 128 R AT T
P-gp 8 I F5HT H B SN P bk T4 i 1R 3 T S AR 3 RORL Bl B AN 2 L ER (1) 4 W A5 7 T ik
EAH RS 5 ITP KR, HRik LiRES 58 259010 £ sh AT 8 A 40 AR 37 R
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4 it BT RFMLFROL T
HIl 55 259036 T SR 3 S 24 1 A 2P0,

42 GC;8fr4H

W TSN LN AR S S 505 TTP F B AL 194G 9%, /R APl 1 & TS It e
P52, Chen %5 NRiE, MPV HIna] Fidl ITP & &™), AH 5T GC A 45 T )
PLT. MPV. PCT. PDW &M Z R LRI EE X, FEIM/NRSETCEX R ITRL
AT, FTRZH W EARED . AHE5T GC H R LYMPH =T 644, PLRAKT
JCRUEH., Logistic [H1H 43 # 7, PLR Fhise ITP &L GC a7 LR ML fa ks K &,
PLR Bt | AN, GCIRIT TR NA A 1.145 £% . 1245 ROC #iZk 541, PLR
M GC ¥R 97 TSR IR FAE N 12.85%, AUC {4 0.802. W] LYMPH. PLR X il
GC BT LA IR Lo

P-gp {EN—HMEtia A, 2o T, M. FE. BEMERE. T/BKE
YMSEH RS, EMIIRE RN T 2 M ANED AR = 4 A, BHIEE =
JRAE AR B LR, BT IR IS Dy REM 41, P-gp U AR IS 2 R4k 22
RN R DI REA R 259 5y F AR A, kG 200 7E H bR p oy o EEHERR, I S59R
TR, RIIEZAWNAMGRENER —, HEHEERZEEAR, ARAE
ZAIAFAE 2 1647 BB G e PEOR o, GC IRYT JCRER 25 3% IS P-gp & & S iE 1
BT ARG, P-gp Rk K50 B TR TT A AEARSCME, AIE N TS PEAG Fa bR
148,491 Pogp [ WL ELFEHE B R . KEF. BEE. RABEREWITHAY.
AW GC A A M P-gp RIEAKPILT LA, 5 Guo FE AL R “P-gp RIEK
ST 5 B R R VAT RUR 7 — 30, Logistic [B1 A0 MK B, IMLiE P-gp AKFTHE
& GCIRIT MM R & . i P-gp BTH&E 1 NMRAL, GCIRIT ERCR NE MA
1) 3.994 f% . ROC i & 5 #1 P-gp HM GC A 97 T2 Wl S N 2.87ng/ml, % b7 1)
AUC {4 0.756. GC 1ENIRIT ITP [1—28 24, wl nas A% 20 Pt R 2 R il /ISR 2 il 5
B FRARBA A @E e W B SPui=E Mg, Jd /MR R 52, GC
BENAN N 5324 & REAEDFVER,, oA P-gp MRKFRIEIE T GC 7ME,
PHAEBCERAE M N SRR A 45 A 1 A2, BRIRBER WA B ER, RIN GC A UK B i
2y, ST SRS .

SUPERE R I T Ik B A0 P R AR A AT e W 8 B SR S B 354, T iR
P R G BE PR T bk EEL 00 e STV 8 o 1 109 2 % Pk B o B R AR AHSST . AT 9 45
RER, GC AR CDS'T k4 & 7 this GC AR T 5, CD4Y/CDS LUAE £
(P<0.05) , GC JCRUAL R LRI 5 7™ 5 (40 i 4o %8 8L . Logistic [811)373 #r& B,
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Il & CD4"/CD8&" LU fH F# I & GC 1597 6 2 M Bh Sz fa [ [l & . ROC #h 28 2 7 -
CD4*/CDS8 LA il GC i697 LRk Wi {E oy 1.02, HiZk T A Jy 0.765.

CDS8'T ¥tk EL 40 a3 ik 22 F s 72 i 3E TTP (1) % 28 I 52 M B B R IR VR I ROR . AR
WH9T GC LR &)L CDS'T 4l B 7 Lo Th i, 4800 PE TARE RS 2, HEBS
MNP T AR IR, T4 Bh/A%5 S0 T 20 B A 4 T ARG ISS m EE 400 i 4 3 25 L 1SS 570,
B Rz SR T A B kA PR A E . b Bl MRS A BT PUR PR E A
VITE G SE 2% A% - EL W 20 L () R W VR ), ORE DU e 2580 o5 32 S 1 JLEE 1TP YR YT 4K
FRGEF, Wikt LL CD8'T bk LAY s 2 1A S 3 (W A e S e A 5 1 BB LT OB, e
K125 2 GC % CD8'T itk T4t fifd 1) 4 A 5 14 Th ee 4 il g 70 A BRI, CD4'T ik B2 48 A
HARLPATIIRE, Fn s B B . 4ERFHLAAR B 5F T 52 A4 o B2 S0 % I By, B A3
BEAR 25 51 D B S e P I A AR B8 AT 9T GC A R4 CDA'T itk 41 i 1 40 LU B 1
TFIHKH, HERLG %X (P>0.05) o A BEEA GC J6 %5 4H.40 Mo % 7% 2 5L A
CD8'T kLA (5 3= FHuAL, T30 CD4T kL 41 B & 25 L AR D

KB GCIRYT A RAHAME C3K-Fm T ERAH, *ME C4/KFESTHFER, X
Lj Shindo % AW 74 R —E24. GC @it 2 Mg A BH b A MA S /N R AR AE R,
FI I AMA G B BEIAMA T F R IE . ) TNF-a o IL-1. IL-6 S 2 41
R0 =4, IS AMAN SR EEEAE R -« Logistic BIHAM T Ex, #ME C3 FRAK2
ITP )L GC IGI7 R IMAL G &K . ROC HhZE £ W], M C3 T GC Jo R i 8
B4 0.84g/1, HhZ NIAR N 0.769.

H & G PR T UrEh SLE. 2L/ SS 25 Gy M7 12 W7 S 4 2 >,
H & P FIYERIE R ITP B LAAE )2 %% R EL, WPt dsDNA frisFIfiizin
EEHBEBGEA .. LA EAIUE SPURS ST B % B WK RIE R NS, 5
B Ty I H A G VR 00, BIF TR B B B e S HU AR PR PE R IA B ITP 38 %) GC I
B2, BARSCECHLEI R e g o0, KB GC H A5 T4 2 6 5t SS-
A/Ro60kD. #T Ro/SS-A(52). Ptk /Medifk. Pidl APk & I RIER LG5 %
Ft, TEEAE FIR H & RE TR S GCIBYT YT A2 IR R HK

HOIR BRI ZR S50 R R AF AR AR L5 o GC 38 i 7 s it 1 5 AL A 40 1) T e i - T
P -HOR RS 1, SECTARIEER & UK IEIC. SR USRI ek A 2
DEAH, TR A, BUIRER B B B 5 Rk 2 3 BUITP 18 1Ak ) KU 1
62 631, A PR B Dy B A8 A w6 B B B ER 00 7 B AT AR AT N A A U L AT
7 GC A% 5T 4H A TSH. FT3. FT4. TPOAb. TGAb 2 TRAb /K FIE4iit %% 57,
SNT IR AT RE A AR RGN N IR 700 G ITERTURIE YT AT4T HUIRBRSh REAG I, TP fui%
AL R DI e OB AR E IS (B 22 5. i — IR IR R FEAR B RN . AR KA D E AT
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4% iip BT AFMEHEILT
SRR (BT 70 LI A FFCIR IR S i 5 TP R A R Je B T RO OR AR o

43 1VIG ;89728

Michael £ A\ LYMPH #2755 CDAT 1 T 40005, AHF7T IVIG L
H LYMPH & T A%, PLR mT AR, LA TR EHERE . Logistic [1H 5
frior, PLR JhE /2 ITP &)L IVIG 697 B ML G K 3= . PLR &1 m 1 $A4,
IVIG 697 TR NA R 1.319 f5. ROC #HZEKBH, PLR il IVIG 577 LRI
FHER 9.05%, ML N 0.812,

AT FCIME P-gp FRIXKTALE IVIG BUA SR M LG % £ R . AMERE
EEA—F BRAPURTEE R sk E H, Al P-gp 47518, P-gp RIE/K VAL
W) IVIG /E BRI 250K« IVIG 3= 24 F T OB & i ah s (e, il 5y st
WRGE AP AN NEA R BURPEBUAR K, 56 R H A BRI Fo 524k, BH Ik ErEgn i
FMEML IR . BPAE P-gp X IVIG HHTHHZE, BARSTMIATT RUR

KRBT IVIG A 3G 5 o34 (8] CDA'T k4B i i 4 bb . CD8'T ik L4l il | 73 b
J CD4Y/CD8' L LG it % 5%, MR RELRIARE . IVIG il 2 FifEH &L
1697 1TP. 5%, IVIG Sage bR ATE R N 2 RS Fe 2N Shiihss&. N B
MR AE R S P I AEER N B PUAATE BRI G 9% e SR 4 FiAE R 166,
FUR, TVIG AT i@ 3 i CDA'T bk 40 i it i e ThRg . #01f] Th1/Th2 4HH kT I8/
YR A T NS 5 ool thAh, TVIG ki@ #i] DC 4 i i bt J5 4 2 R
77~ FDHERMA S SE 2 ML S5 TP S AT R . X TAF1E 2 % K EL L FIE
FSEITP )L, TVIG 5 r] K 3E R AP TR T ROR

ITP R A SRR PERE, 1gG Rk iy B LA e ZELE R . 1M B 5S
AIMEBE A K, PRI IgA THm . 1gM FRAR S 3EVE M TTP AHOER2 . AHE A [FRIT 3L
IVIG {697 AN IgA KPS E R, AR MG 1gG /KL T LA, Mg IgM K
PE T, ZRESH R (P<0.05) . Logistic AT &7, IMiE IgG /KT
FriEse ITP &)L IVIG 897 LR AL G R  & . 1fE 1gG K Fa:FHmr 1 N84, IVIG
TBIT LR A AR 1.233 f%. ROC fiZk Box, IfiE 1gG Tl IVIG 7697 Jo R &
HA 15.00g/1, HHZE R AN 0.748.

AN, B kA A S P MR BUASRBIAFE, IVIG ¥RT7 RBAEAFE .
Webster £ Peng 55 AW 7t 57 GP 11 b/l 7 57 14 B S HUARBH M) ITP % IVIG 7 208
U, TRBAEE 2 LA GP T b/IXF R B S P 781, KB FLARHAT GP 1 b/IX K&
GP [ b/Illa HFiA /KPR, R BEX X — B BT S0k .
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4.4 NREI—EZiaTr IR T

AT GCIBITHAEUFE N 81.2%, IVIG IRITH A BEN 87.5%, Wikhi7 E4uxt
RN 6.3%, HEFREGIFER S, YNTIFN ITP BJ)LX GC 5 IVIG B —4&ia77
BB R . A&, 754 10~20% 0 & ) LIKIGIT T RCE G IT R . AHF 7 H
12 5] GC Jo 20 & )L 4 IVIG ¥8 97 5 R ROV R4, (HAE R FRER TR B - 22 AT S i/
BT ECE IR N R, TCIRERRRIT N . 7 61 TVIG JERC2H B ) LR $bf 2 B 3897 e 3R
DR BT R, B &S PR IT 77 2 BIVE FINLHIAEE S 20 2 SR %, B —
LAYNIRTT TORE BRI s . AR S R AE TSN, 1B BRI R AR A
A TR B EA AL, R B S.

Zi LRIk, ITP & JLIMLE P-gp 5 T Wk E AN BER K AKPAFLEAR S ;  1fiE P-gp-
TR RE. M/ MRAI RS E. GIEERE A MAMEE AR A AR E R &
M _ERFEFRET LU ITP &)L — & 25003697 [N FF I B il s

46 F"EERE

AT ANFEARR T, AR E g RmRE. Bk, ZIRTHR-ETH
O (B RV, B FE N AL S22 T NG S N DV sAR T S smi s Lk, SAREAR
B (n=120) AN AL ATE 70 320000 e o 1, 08 70 SV 2L 73 B B DR A 20 | e 11 2
A Behh, BEBIED LR 5T A RER, ERRTHARE, REEETHRS
TR EEBE . RRFEL 2 Pl KA —DIRIE, R PG ITP L
—ERAYNRTT T FE AR IR SR .
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F5E 4P

OITP £ L5 LE WM /MRA S E. T REI R & B & R ik Rk
1522 55

@ITP & J)LITE P-gp FiL/KFE CDS'T itk R4 g i 43 Lk & CD4*/CDS8* LU {EF1E St
THE R EL

®GC JAIT A )L P-gp. CDS'T #k 4B  4r th . CD4'/CD8' LU . LYMPH.
PLR JAMA C3 #EA AT U (B Rk 7K AN IfiLiE P-gp & PLR =K is. CD47/CD8*
FOA e kA C3 R IE /& GC IBIT LR fE IR &

@IVIG JAI7 4L 1gG. IgM. LYMPH. PLR fEA[AT 24 4H 18] R 5K FANE s I
& 1gG Ml PLR & 1442 IVIG V697 TSR ST 16 [ TR 2
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% 6 & 4Rk )LERA M RE MM/ MR ERIZS A R R BAFRFMLTFMIL

B 6 & ik )L ERA M RE MM NMURDERIZRER

T L R S 5 M /M R DAY IOy EEER L, R LI RO AL
B SRR . HAT, LRI MR e M. fEimRIET T, PiaireEE
FBlo ARSCEAEXT ITP [ AIRNLEI L2677 3E R AT 1) 2453

KU : ITP; SRy, M des; Hk; JaiT

6.1 BITIHREF

JUEE JR R M 4 2 P I /N i 2 i (Primary immune thrombocytopenia, ITP) & —Fi )L
FOH LA LA B R R H I 3 S R R B B B S MR . TRAT R S B,
BR2E E 5 LE ITP AE R E N (1.1~5.8) /10 73, @& T HRAEER (1.6~3.9) /10 /1;
HE X LB ITP R FE N (1.6~5.3) /10 Ji, S5REEF AT FHRHE = EY)
H23, BEE P FUR Y, R Lt B R RR R LN 4.4/10 AN, =T PR

CGERIFHRL) 3.4/10 5N 9, HANWIFRER, 1 2 UNEKJLE ITP LB AT, BEE
TERSIEAC, MBI LEB W I, BRI oM R SRR B 5 1 R T 2 £

6.2 i [E 5 & mtLH

ITP J B Z B, rT TG (BN NSRS R BRia i . el T IREAT T <
BVERR B e AR B IR ) DAL I B B e BRI (B0 R SR LRI
B 5 R VERF RATFARARGIR ), Rl B aeplja B, HAR5 D] i R 2 2 W i 700
FURTIADY ITP BRI LA S5 AR e e« A S % S5 R ALAFAE DR AR BT 71,

6.2.1 BB RIF R R ZE

Btk B2 40 g 3 B 5E a7 AR L AR B B B R o W B A L0 BT (B cell
activating factor belonging to the TNF family, BAFF)%5 /5 :\Z 5 ITP &K -

AN 45 A 7 TTP B3 FTILNRCTA MLR 22 A6 H R 50%~70%, X EEHLAAR 17
A LR IR SR R 2 — o B gl Mgk Z 6F /N B B P iR 5 G B i 52 4%, B o
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%6 B ik JLBERA M R RN/ DIERIS AR IH R AAFREMRLZEAMIRL
AL R an M, &% GPIIb/a. GP I b/IX/ V 254t M /N B 25 3 k2 731, ix
S HAR S M/ T 456 TR Anic /AR, S 3R A% - BRI i 2R G0 IX 28 “ APk g
AT IR o S8, X LCHUARPEAS B 88 T I B AR A MRl AN R KA R . T
MR IUEZ 9 1gG 26, il 5 EWRAMIER TR Foy 2R G, 5 /NIRRT
W, IXESHURIL BEAE B AMA RGUIE AR I/, A8 N VR AE A TR iE BR T3,

BAFF {E 4 B 41 i b SRS 4ERr A% Ol 3R R 7, fEAE RO B4ERE . ik
AR DA T bk L 40 P v A S50 A v R #E SC B A U4 . AH G ST 48 tH, ITP
B )L BAFF [ 324k BAFF-R HIRIEACT- =T BELEDTS 7, BAFF ] fieidt § 5 i
MO B S AE VR AL, A B PUAR o WA BE i, MY oR 40 M E % T 40 B2 (Cytotoxic T
lymphocytes, CTL)XJ Ifil /N I AR IR 5 T, 3400 9 RE BRI 40k, (i A ot /NS it — 220k
b ITFE ITP RAEZURAE U8, 4h, g+ BAFF /K5 B AR N /Mt
A 1 22 2 DL RN B ) e AR AR AE I, T332 e B IR S8 4B Bk /K P 5 T 5 A7 72 25 D) Bk
Z079.80]

Ak, ITP B3& 151 B 4l (Regulatory B cells, Bregs) 73 1L-10 2547 % 4H i X -7
R DIRE 240, FEUCEX I B 508 S BEgEAT A R, el B S Hoaa i = A= F i)
R TR o

6.2.2 T itk BB £ B X% ¢ AR o T

WP RIERIVE AN, T bk E 40V EE 7 i Bt T 4l (Helper T cells, Th). 7
P£ T 4 ffd(Regulatory T cells, Tregs)s CTL %, Th1/Th2 40 ffd 245 J Th17/Tregs 4 i 2K 1
Xof G BE IR SRR AS ORI AR FI R AT 240, Th 48 i 20 WS S e A IR P 2 5 KOE A
SHIGHH RS, R A0 A G A O A R EE M OB, R R B bk A
FEAERARBL 820,

WL, ITP 3% Th1/Th2 40 b 2k U8 11 B A0 M R 72 W 58, XAk
P T R IENE R IE R . BT ITP B3 4ME I Thl /Th2 P45 m e (1 77 17 i A 52
SIEIER, H 2R SR ITP & 3% LL Thl 4 be s 7w v 35, Th 20 i b4 A
B AT 830, Thi 20 i 36 o R 4t B IR 7, S S A/ EE e 20 PRI E At i, 38 11 2R 5%
13 41 9 (Natural killer cell, NK)F13E 4, 5 S CTL 458 704k LLasAb 4 ffd 9%, 75 1E [\
I Th1 4038 5E 1 (A1 30 d) Th2 4B A KB4, Th2 AR IL-4. TL-10 2557, —J
I E PR B AfEi . S 0k, SRR TR, R— T, EIEEA ]
Th1 20 A3 5 i /R A S,

ITP 35 Th17 48 bl s fa B N By, Thl7 4 fidE 739 IL-21 il CTL f1
NK 4 3G 58 73 A0 FE R HE RN, S50 H B S SRRl L BRI 40 i Tregs 1 L7 5 9%
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%6 8 5k )LER A M A /MR ERIZ A RER BAFRFMLTFMIL
T R ARAE —E IR, IER AN, Tregs EL4ZAF A T HE4H iy sl o B ied
HIVEANREE T, {23 CTL A NK 40 i T, 4ERF S P40, TP 2 Tregs 4 i
HIEEBIRRAR, iR dmdlfE HI 4 A 95 .

ITP &3 ML CD8'T Wk 40 o /K-F T+, CTLAE R FEH My, it 2 Fbl
2 5B OF fLRBRRG &S L IE T 2@t BN T BRI GE
s Q| BRI @NIE M /INRCAE I S AL ATE BRUOL, i[RI 2 5 1TP 1Y
KA. CTL I w] 55 M /MECR B £ B e v IR AL, % B I /MRCR T Y B ~F- 7L b, it
45T P I 24 I % P 40 O 2 T ) 25 M Y R M 2 11 S ARG S I TRA e 280 2 T /MR
IR BRI,

6.2.3 ENELMAE

FEITP B &, EMYIIIE Fo v 2 ARRAMASZ A, Be B IF A 5 5 Piik gy
PRI/, 3K G e e M AR 2 3 B0/ AR . BRI 1 a5 2 20
flef B 4™ A A R b, MR i id T OE I i AL KA/ MA S AR IR AR SR,
S [R] S S /IR EE A AN G e R

6.3 AR

ITP {3 Zls KRR Iy i, HE R AR — @ R B MR AAAE A R
JUEE TTP AEAE DA LB RS ol Y AR O 2 i) B3R DL, R M8 Ll R B
NHAGEEZ, B0 BEE)LAIRIEUF IE RS tE i, ™ EH a5, H
ARG SR AR RGN A L, B A L, (H - B AN HUR A
PlRR IS AR, JiIEHRLA) 0.5~1%. &7 B LA GBI /MR M Je H ik
LB, oy USROS IR I BB La] S IR A R W SRS REIR . — AR AT B
FRELEE R

6.4 2 WikRE
P 2021 FERAAH) (P E L TR &M e Ve LS TE 2 W 59677 e dmiard )
AR T BRI L . AR LR R SR B RIAR AT #2,  [R i 75 B A 2 ) el 3t

b 51 R 48 R 1k Mg, BT B A2 0
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£ 6 E Fik JLERAMREEM MR DERNISEMRER BAFREMETEMILX
6.5 3877

JLE ITP & HRMHR, InK B2 80% BRI IE 12 4~ H W IL/IMR T30k &
1EW, ANA/DBUERE T NS A YE ITP. I AR B ITARYE st i) ) L S AR AR 1% 3
Pt I B AT BE A7 A2 0 H I XURS: BB 46 /MR T3 AR R R Lk 8 AN R 77 AT AN E
WIRTT, HERES/MUEITRIERMRTIR T, Wi SR B e e, A %
LG HH IS A 0 A IR

ITP 897 A% O AE T 183 2 Fi SR 6 AN /AR BT 3%, B DR L 4 RE7E 22 4
BRI DA b, A KPR AL H o U, e i) LB AR S i . X T 6 H IR HL I/
RUFEAER R E (Z20X10%0) [EE, WV & — e/ ER T, vy
ANTLIGTT, wERSMETERE . 15 RTRERS W I /MSCTH BRI 254 B B if /N AR 3
HARL . X T OAEEEs L. (LM TH20<20 X 10%/L B ifn KU PEAG 3R i 4
WS FH 24T T

6.5.1 —23877

Wi B2 i 3 2 (Glucocorticosteroid, GC) M &t ik v 8 %6 9% BK 45 H (Intravenous immune
globulin, IVIG)s& H A JLE ITP I & ILI6IT 7 5. B FER & ITP a7 & 254,
BT RN, i E B PR FHIE Fey 2R F R Mk g A (e i
NRFAE L BCEIE N AR E ST R IEER . GC MBI ITiRK, 4 6~8 4, fEif
Sy, FEYIRI . g, SR G BB AL I i, T B
FELRT . IVIG 2 FH T oK 56 35 i B8 27 R B0FR DRd$ T I /N -5 58 ) L AGHE 73T
RIGIT LR . IVIG AT AT E Shuil. Rk /M AE R, ] e i i id e vk, 1A
WRIERSG, HAPGEEMNER S, PRI 3~ B, o BE TR e I E
Ko IVIGVER—FR IS5, AFAEAL A RO RS . 2 08 LxT R 254 JOvi 1
R, DBUTAAEE R — D LIRT TR

6.5.2 L3877
6.5.2.1 {RIL/NRAE B ZE 25

20 N\ /i A il & (Recombinant human thrombopoietin, thTPO) 5 IfiL /MR A Bl 52
1R Z) 7 (Thrombopoietin receptor agonist, TPO-RA)& il ~ZkiRI7 I FE B, W
B 5 B AR R TPO 24k S5 &, 1T EAZ A MU IGHE 4044, 380 ifn /INi Ae s 881
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%6 8 5k )LER A M A /MR ERIZ A RER BAFRFMLTFMIL
fle /R SR 259 CHGIE R T RBGR T8 I VA TE ITP, BARMRARKIIER, A
A AR () 2 A PR 90 Z I FTAE SE TPO-RA AT 3% & )L /MR 508 A0 A= 36 R &
RIS R AR ML S 2P 92, TPO-RA 34 RE P2 ARG HS 1 2 40 H o KURS: - 2 ) 2 )5 7
SRR IEAS 2R TT RORIE O, S 3 S I 8] S SRR R SR 25 0
M, RN AR R 25 Wil FAEIR T 1~2 AN WA, AR 60%, SRS 24 Ja Ok
I AE A HIYERF, P ARG ZEARHE B AN DUR I E S E W 4Erria T . Bid
Zpm s G 5T, F TSR KO A I AR RAGAE T, #RHL N I £ BE 22 IR AR R

6.5.2.2 FIZE B

A% BT (Rituximab, RTX)#E A Rr 7 PE4E & B R ) CD20 7> 1, W3 H S
SONE Bk EL AR S RE s, BH L SR AR 4k, AT O > B B B AR
RTX A AT 3Gk Tregs iGPE, 4E+F TR 40P, RTX A R N, HAATHE
MK T AR, AR AL 20 5.5 FH, Mo B LR A R 7 BE A oA
A RR I 2459 o

6.5.2.3 BRYJIERAR

JRVIBRATE A — R FARIBIT ITP 19753, AR TT RORAMER B VE . AR ITP
BE A TR PRI RN, B w32 I XU/ 30 o LS. (H R DIRRAE Dy
—MATRIERAE, ARG AOE, B mRE, ZREURETREE 1
FULE, MM EEFEE<50 X 100, AHRG™E MR, JLEBUIBRTFAREINAL 5 %
LLEHEAT -

6.5.3 Hfth

TP (1 Sy 2036 0 SRR . MG fise, ST . OB E MRS, i
SYESIRIAEE B PE , I PESE RS T S ROIE R, ML H RO Z 2 05 R IR S
B, TR AR FHES.

6.6 H&h

ITP f& JLEE R LA IR G0, H T 2 2 R G ge ML 3 R4 F - Bt /)
BB IR B8 I AN A B b, B B ARSI LA i AR S8 . 2 BUB LN 2R T R
RSN, BT D EUE ) LG T TRkt e g PR siEia v ITP. BEAE X ITP Al
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5 6 % Gk JLER LM R MRRDERIS AR E BAFAFMEFAILL
il T RERNFGET 2 AR, JLE ITP iRyT s B M+, A BT BeE ARG 7 3
R
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