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Abstract

Objective: This paper aims to analyze the expression levels of plasma tumor necrosis factor-a-in-
duced protein 3 (TNFAIP3), tumor necrosis factor-a (TNF-a), and interleukin-6 (IL-6) in children
with community-acquired pneumonia (CAP), explore their relationships with disease severity and
prognosis, and provide evidence for early identification, severity assessment, and treatment in chil-
dren with CAP. Methods: Ninety children with CAP admitted to the Department of Pediatrics, Inner
Mongolia People’s Hospital from June 2024 to October 2025 were enrolled and divided into a mild
group (n =50) and a severe group (n = 40). Another 25 healthy children were selected as the control
group. Venous blood samples were collected from all groups. Plasma levels of TNFAIP3, TNF-a, and
IL-6 were measured by enzyme-linked immunosorbent assay (ELISA). The predictive value of these
indicators for CAP severity and prognosis was analyzed using receiver operating characteristic (ROC)
curves, and statistical analysis was performed. Results: 1) In children with severe CAP, fever dura-
tion and length of hospital stay were significantly prolonged; the incidence rates of wheezing,
lung consolidation, and atelectasis, as well as levels of white blood cells, absolute neutrophil count,
CRP, and LDH, were all higher than those in the mild group (all P < 0.05). 2) Plasma levels of TNFAIP3,
TNF-a, and IL-6 in the acute phase were higher in the severe group than in the mild and control
groups, and higher in the mild group than in the control group. Levels of these indicators in the
acute phase were higher than those in the recovery phase in both groups (all P < 0.05). 3) In the
acute phase, TNF-a was positively correlated with IL-6, while TNFAIP3 was negatively correlated
with TNF-a and IL-6 (all P < 0.05). 4) ROC curves showed that the AUC values of TNFAIP3, TNF-«, and
IL-6 were all > 0.7, and the AUC of combined diagnosis reached 0.93, which was superior to any
single indicator. Conclusion: TNFAIP3, TNF-«a, and IL-6 are involved in the acute inflammatory re-
sponse in pediatric CAP, and their levels can reflect disease severity. Children with severe CAP may
have overexpression of pro-inflammatory cytokines, while anti-inflammatory cytokines rise com-
pensatorily yet are insufficient to completely inhibit the inflammatory storm. Combined detection
of the three indicators has important potential value for early identification of severe CAP and dis-
ease assessment.
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JUEEHE X AR Bl 4 (CAP) SR 45 SR A fH HE 0 ) L 38 72 BE [ A 3K 753 B R YR AT 26, A5 e A5 TR s AR 0
(355 JEL A T 26N 5 S 0 LR ST I R O 6, 6 A Bk e B Py o) L B B Rl 0 £ 25 DL JR e e i 2 —
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CAP ¥ BRAZ 0o 75 R AR I G 5| R 3k FBE JE S o 5 JER A 3o A5 131 52 AR 3806 NF-+B 255 53l
%, FBTNF-a. IL-6 2 R KT R BRI, AR “ i 7 X2 3551 KA Hi[3]. KEFFTEH,
JLE CAP B MK H TNF-o F1 IL-6 /KR E T, HS550 ™ ERE RS VI 2C[4] [5]. MURIR R4
(471 S A TP ATL i DA B o) 90 i R

IR BEIN T o 15 SR 1 3 (TNFAIP3)Z UL 4R KB NF-xB 15 Sl g st 603 8 1 6]. ‘Eilid
ZVZ FAGEEIE T, 0] NF-«B [ BES0E, AT T TNF-o. 1L-6 S5 & H 7107~ E, R4 fifads
%05 F [ 7] BB FUUESE, TNFAIP3 7E S VA A A rh 0k Fif, Hodd (i B k4 i [a) M2 $i
RBTIRAG S O 5 BT RSN L R 3E OR3P 1E I [8]. (2 H ATX T TNFAIP3 7£JL 2 CAP KA
(I FH 1 oA A D& A FF 4R IE

AWFFE BB E CAP LMK TNFAIP3. TNF-a M1 IL-6 HIZA/KF, it ik =Fh K718
JLE CAP Ji it JE P (R 3K45F1E, LLA. TNFAIP3 5 TNF-a. IL-6 2 8] [N ESRER. 73 HT TNFAIP3 £ik
5L RS . 515 ™ FRERE DL R T AR DG PE, PRAE LA JLEE CAP J 15 ™ B R R D1l A0 99 4 i
IV LEAE AR MR L, AJLE CAP IIHLHIET FERTIE R 12 T6 S BT () K 55 5000 S 4 .

2. MR 57

2.1. HFRMR
HEEN 2024 5 6 H 2 2025 4 10 A 3BT LEMHE IR EI 90 ] CAP &L ASEIRA, HIFFA M7
0. FRHEIAE 2 NERELL(S0 B AT ERELL (40 ). 5 3 [F) R R ARG L2 25 9 A e 4 .

2.2. NFFHE

1) SEIGAH: K GEMRFESIHILBFECGE 9 BR)Y [915 LB AL X SRAF MMl 28 4 B4R 7 (2024 121T))
(10184120 CAP )L, RIEHRIE ™ ERRE, I 0 NEAE CAP 415 HE CAP 4.

R CAP H: LA RGL BB RIA A AR &%, BAFAE LR 2D 2 T a) BiRmmk. ek, B(
JEA IR E R N, PEECA R A b) il A rT IO B R S, B R R AR L A7 AR S AR AL s
) IR LR BN BN A . N kR K SEAR BRI TR IR ST — 2

HYE CAP H: # CAP BJLHILLLFAERE—FE 0L, BIHAARH: a) —MIREZE, FEER. BK
R b) FPRATR I EIEPEE)L =70 W/ REEILE =50 /4, Mgy S ESN. = [MAF IR
WXERD; o) RBUIE, FURE <92% (F-Fi); d) BERAR IR 252 5, a2 RyEH
>2/3; e) GIFMISARR. MRRINSEIERAE; ) FAAEN N ERIE .

SRR SR GERRFE S LEECE 9 D) [9].

2) WTREZH . TE[R]— i (A] B Py AT A 2 1 )L

2.3. HERRARHE

@© MR ARG ZRIAFAE R @ S IFIA AL ARG 8] S5 PR R « g I PR 4 iR I
BB A RO L © ATV E RN RESRIE, B 6 JH Py L HE R AR K S A 7R
@ FIFA ARG O RS FAEBIR A © FEAME L2 MVETURISGRTT ML © #iz hitiE
P B A 28
2.4. FESLHUF[RBRF

AWEFEHE SFEAKET B0 ARIRORAE . FEW. BEARAS I SE OGP R, P A 0 3 ZESR I A a8 e %
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Table 1. Main experimental instruments
1. FELIUE

XA TR LR RS &4
FEARAX 352 A 2% 2% (Labsystems Multiskan MS)
BONLCE L) WTL-6K WAEE ]
e IV TR LA TG16W iENE Ei]
R IR UK AR DW-HL529BP LR E
IR R A Finnpipette F3 FEHK
= F ¥4 LA YCD-EL299 thfl a3
Bl ACS8 #H1(Thermo Labsystems)

Table 2. Main experimental reagents

< 2. EESLIIRF

SIS [
NHEIRIERE T o - S A 3 (TNFAIP3) B %% 73 BT (ELISA) i Fl & B S A IR AR
NJRERFEIA T o (TNF-a) BEI 5% 53 HT(ELISA) i 77 £ A S AT PR A F
NEGUAAF 6 (IL-6) B 40 73 T (ELISA) I & A SO AT R A

2.5. ARFE

KA WETON G KL 2 ml. CAP &)L 3+ AR 24 h (AR AN B AT 24 h P9 (K S) R 1ML
N HEZH TG H R ML K 5 55 )5 —-80° C LR 47 . KA ELISA VAKGN % TNFAIP3. TNF-a. IL-6 7K.
[) B USCER B LIl IR ) o

2.6. GitFE

PGS 220 M #5948 F SPSS26.0 H A1 (SPSS Inc., Chicago, USA)7E k. 118 BRI IE A0 A MR 56 %
F Shapiro-Wilk ¥%. i & IEZ 7040 [ EE PA(x £ s)Fow, AMBHEECRH tials, Z4AE BT RE R
FEM, HERBEASUEE N, Wi — P50 Bonferroni R IEHATZ HEILEK. X TARMIES 4
FEZR, BAM (Q1, Q3)FE~, HIE iR H Mann-WhitneyU #5:5, 22 240 HLER ) Kruskal-Wallis 6
5%, JESEM N LLEGE ] Nemenyi 5. THEUET R DL (%) JEAT 1A, 418 ELEBCR FH-R 7 K36 8% Fisher ffi VIR
). Pearson BY Spearman A</ #1 F T 7T IL-6. TNF-a X TNFAIP3 =3 [A] (AH I . @il 2l # T
VERME M Z6(ROC T ZR) VP4l SR 025 FR Fro0t SRR M 28 IS W ke « AHIE FE B A i KN «=0.05, BTy
858 38 S KU A 565 o

3. 858
3.1. ZH—RFERIEIEER
FEA RS 11501, Hro a2 40 HIEGE CAP HBE . 50 §I40E CAP B DL 25 fint B4l s, HoE
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CAP H: HALFREA 6.00 (3.00,13.00)%, T4 27 #(67.50%), 2 13 #1(32.50%); % CAP 4H: 4
FEW N 6.00(4.00,9.000%, 1% 28 #1(56.00%), Lk 22 §1(44.00%); XFHEAL: FRALFRE A 7.00 (5.00, 12.00)
%, Bk 11 1(44.00%), & 14 $1(56.00%).

S LEAEF WAL 430 LR E ZE RS P>0.05), BARLME, Wk 3.

Table 3. Comparison of general data of subjects

3. AR RE—RFERIELEL

— R HREZ (n = 40) BBRELH (n = 50) S HR4H (n = 25) Z//E P1H
G
[, M(QL Q3)] 6.00 (3.00, 13.00) 6.00 (4.00, 9.00) 7.00 (5.00, 12.00) 2.841 0.242
PESN 1 (%)] 3.544 0.170
Sk 27 (67.50) 28 (56.00) 11 (44.00)
Zht 13 (32.50) 22 (44.00) 14 (56.00)

3.2. EfFAFNEEAIGRFFHER L EIEFRAVEE B

58 CAP LML, HAE CAP &) LR A IAE B AR, MR Bhseds. BioRsk &4 88 nd
P<0.05), W% 4.

SR A A T, HAE CAP A A4, kgl E4ax{E. CRP. LDH 3 & T35E CAP A3 P
<0.05), TiMEppLE . MR . CK-MB fE P 4LIAITE 535 2 53 P> 0.05), W& 5.

Table 4. Comparison of clinical characteristics of study subjects

F 4. AR REIGARFFHEEL AL

I RAREAE EEH (n = 40) BRE (n = 50) 7/ H P1H
A3 B e T
[, M (QL Q3)] 6.00 (4.75, 8.00) 6.00 (4.00, 6.00) 2.232 0.026
R BAI TA]
[, M (QL Q3)] 3.00 (1.00, 6.00) 2.00 (0.75, 3.25) 2.468 0.014
i S [4511(%)] 16 (40.00) 4 (8.00) 13.166 <0.001
it SEAZ [451](%)] 8 (20.00) 2 (4.00) 4.254 0.039
JASTK[#1(%)] 7 (17.50) 0 (0.00) - 0.007

Table 5. Comparison of acute clinical data of CAP group
= 5. CAP AR M HAIG IR BERHEL AR

I PR A6} FAELL (n = 40) BIEA (n = 50) Z/itH P1Y
4 (*10°/1) 11.95 +4.06 8.23+£3.19 25.271 <0.001
MR AT i (< 10%/1) 9.29+£2.94 4.59 +£2.63 58.030 <0.001
WRELATH(*10°/1) 3.16+1.94 2.61+0.94 1.704 0.187
IR (C¥1012/L) 307.45 £102.79 306.96 + 96.29 2.468 0.089
CRP (mg/L) 23.70 (15.05, 45.70) 5.75 (3.19,9.14) 71.198 <0.001
LDH (U/L) 361.90 + 73.06 300.94 + 51.87 4.623 <0.001
CK-MB (U/L) 20.65 (17.08, 27.88) 23.50 (18.01, 26.45) 0.126 0.900
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3.3. EfEEMBIEESEHI R SERAAI #Z TNFAIP3, TNF-a. IL-6 EL3%
HE CAP A B ) L2t % TNFAIP3. TNF-a. IL-6 [I/KF 58 m TR mEH R R, BaEdH =
PEIAI K ' TNFAIP3. TNF-a. IL-6 FI7K-Fm X R4, ZRIHA S8 L P <0.05), W 6.

Table 6. Comparison of plasma factor levels between CAP group and control group in acute phase

%< 6. CAP A2 M EAR 3T ER LA M 3% & B F K FAILLEL

S FEE (n = 40) BREA (n = 50) St FE 4 (n = 25) Z/F {8 P18
TNFAIP3 (pg/mL) 362.39 + 60.81 296.37 + 58.39! 290.90 + 126.01! 9.753 <0.001
TNF-a (pg/mL) 50.43 (38.49,77.57)  23.38(17.52,28.19))  4.95(1.16,8.21)'2  80.881 <0.001
IL-6 (pg/mL) 237.50 +114.12 90.07 +29.01! 18.88 +10.2212 86.152 <0.001

E: ' 5EGEAN, P<0.05; 2 5REHALL, P<0.05.

3.4. EFEEMBIEARE M TNFAIP3, TNF-a. IL-6 L35
HE CAP A2 ) LR E Mm% - TNFAIP3. TNF-a. IL-6 /KB E m TS, ZRESITFE X
(¥ P<0.05), WE7,

Table 7. Comparison of plasma factor levels between severe and mild groups during recovery

= 7. ERELAFNRAELR RS HAM IR & EFKFRILLE

&+ FEIEH (n = 40) BREH (n = 50) t/Z 8 P1H

3% TNFAIP3(pg/mL) 319.60 + 76.21 263.77 £76.75 3.440 0.001
1f1.3% TNF-o (pg/mL) 25.47(17.02,31.01) 15.29 (9.82, 21.18) 4.207 <0.001
I3 IL-6 (pg/mL) 90.11 + 18.47 58.20+21.92 7.351 <0.001

3.5. EFEAMBRIEA M. WEHAIMAE TNFAIP3. TNF-a. IL-6 EE3

FIE CAP 415 LA ¥ TNFAIP3. TNF-a. IL-6 /KT EEEmTWKEN, ZRYE% 13+
B X I P<0.05), W#ES.

B CAP 4H )L At 2% 1 TNFAIP3. TNF-a. IL-6 (/K5 Em T EN, 295681t %
BN P<0.05), W#EO9.

Table 8. Comparison of plasma indexes in acute and convalescent phases of severe group

F 8. EEESMH. WMEHMIR X IERAILLE

HOREZ S W2 VA P
TNFAIP3 (pg/mL) 362.39 +60.81 319.60 + 76.21 4.844 <0.001
TNF-a (pg/mL) 50.43 (38.49, 77.57) 25.47 (17.02,31.01) 5.309 <0.001
IL-6 (pg/mL) 237.50 + 114.12 90.11 + 18.47 7.859 <0.001

Table 9. Comparison of plasma indexes in acute phase and recovery phase of mild disease group

0. BAEASMH, EHAME RIBRAILLE

BREL A R VA P1E
TNFAIP3 (pg/mL) 296.37 + 58.39 263.77 +76.75 2.197 0.033
TNF-a (pg/mL) 23.38 (17.52, 28.19) 15.29 (9.82, 21.18) 4.976 <0.001
IL-6 (pg/mL) 90.07 +29.01 58.20+21.92 5.511 <0.001
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3.6. EFFHAMEAMIE TNFAIP3, TNF-a. IL-6 Fi&7/KFHIFEEM 54T

FIE CAP 418 JLSEIAIM K A TNF-a (/K75 TL-6 2 IEAHZ(r=0.485, P<0.05); TNFAIP3 {7k
5 1IL-6. TNF-a {J7KF £ AHK(IL-6: r = —0.584, P < 0.05; TNF-a: r = —0.415, P <0.05), W& 1~3.

3.7. BRIEHAMEAMIE TNFAIP3, TNF-a. 1L-6 FiA7/KFRIFEE M 54T

BRIE CAP 418 JL2EIAIM A TNF-a (/K75 TL-6 2 IEAHZ(r=0.612, P<0.05); TNFAIP3 {7k
5 IL-6. TNF-a fJ7KF £ AR AL-6: r =—0.399, P < 0.05; TNF-a: r = —0.484, P <0.05), W[4 4~6.

1509  r,=0.485, P=0.001
~
2
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5 1004 o
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Figure 1. Correlation between TNF-a and IL-6 in the severe CAP group
& 1. EfE CAP 4A TNF-a 5 IL-6 BHEXM
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Figure 2. Correlation between TNFAIP3 and IL-6 in the severe CAP group
2. EfiE CAP 4B TNFAIP3 5 IL-6 R 1

6007  r,=-0.415, P =0.008
=
S o
o 0 00
=) o )
& 400 4 S o ®
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Ay o o O,
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Figure 3. Correlation between TNFAIP3 and TNF-a in the severe CAP group
& 3. EfE CAP 4B TNFAIP3 5 TNF-o BIFEX M
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807  r,=-0.612, P<0.001
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Figure 4. Correlation between TNF-a and IL-6 in the mild CAP group
[ 4. 32fE CAP A TNF-a 5 IL-6 B9HEXM

500 A r=-0.399, P =0.004
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o
£ 4001 o %
an ° o o
(2 o 050
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Figure 5. Correlation between TNFAIP3 and IL-6 in the mild CAP group
5. 3fiE CAP 4B TNFAIP3 5 IL-6 R

500 r, =-0.484, P <0.001
=
o o
§ 400 1 S °
=) ] &
o o
R 8 )
cn 3001 ] o
Ay o® o o
— o
< € o o
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Figure 6. Correlation between TNFAIP3 and TNF-a in the mild CAP group
6. BBfiE CAP 43 TNFAIP3 5 TNF-a UM% M4

3.8. TNFAIP3, TNF-a. IL-6 Fijll)LEX % EJE CAP B ROC HHZ 53R

KH ROC HIZE il TNFAIP3. TNF-a. IL-6 Xf JLE# EIE CAP [ FMANE, W7 10, ¥ 7. TNFAIP3
) AUC 2N 0.77, SeAETiN S8 & A AR T84 324.06 pg/mL, RELE N 67.50%, 455N 78.00%; TNF-
o ] AUC 4 0.87, SAEMITE A 32.97 pg/mL, REEEH 82.50%, K57 84.00%: IL6 ] AUC  0.88,
Fo VRO HEE i A BT A 145.06 pg/mL, RELEN 70.00%, FEF BN 98.00%; —F 1) AUC $47E 0.7
PLE, =FHBALET AUC v 0.93, mT8AESS, B8] TNFAIP3. TNF-a. IL-6 X HjE CAP f77E i
MEX, H=FHPALW NN .
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Table 10. Diagnostic predictive value of plasma parameters for severe CAP
= 10. MR ZIARISELE CAP HIISHITUNN{E
Ei=p i ROC HhZk R BE REIE%)  FFRIE(%) LE TR
TNFAIP3 (pg/mL) 0.77 (0.68, 0.87) 324.06 67.50 78.00 0.46
TNF-a (pg/mL) 0.87 (0.80, 0.95) 3297 82.50 84.00 0.67
IL6 (pg/mL) 0.88 (0.81, 0.96) 145.06 70.00 98.00 0.68
A2 0.93 (0.88, 0.98) - 86.00 90.00 0.76

i
2
™ — IL6
— TNF-a
021 - — TNFAIP3
Va — BEAB
0.0 - I I I 1 1
00 02 04 06 08 1.0
1'%51}53 Yo

Figure 7. ROC curves of plasma TNFAIP3, TNF-a and IL-6 for predicting severe CAP in children
[ 7. M13% TNFAIP3. TNF-a. IL-6 HUlN/LEZESE CAP #J ROC Hfi%k

4. i1ig

CAP & JLE I H15 WL A WP 2R Gk e PR , 8 A RVE I N S 805 5 DU R LB SE T 1 5 2R A
2o JLEEREN A AR S S DL R KRR A, B 4k R T EE P B A SR RORE
P fili 28 % B LI AE iy 22 A 2 3 AR KBy, 7™ B S T RR L AR TS T SRR TS - BRIk, PR
R (0 A B R JLEE CAP, 5k FL0 17 7™ L RE AT HIWT, 6F CAP MG R W S5iy7 BA
HEE L.

HORE il 2 AL 2%, W5 2 22 b 90 DR - RS 5 B B I e W G o AR N IR G e N i R
TE Y JORE IR A TS B A, IR SORE R NS s AL AT, EEDE N R A, W B
e 2 PR Rl 7 BERE TG, TEA “aMate 7 X", B34 B R RN LR A IEA 2 38 5 ThRE s,
Xof B8 R A R 5 A i A AR KB [ 11]0 B TR B, 7R BTG 4 J 38 o, NF-xB {55l 54 L 4 HL#F
SEHIO , BT 28 TRl B R B AR, X i 5 TR 2 JE— 0 DRI 98 RE SRS, I e 4 S AT R [ 12]
EFEERT, RENFSMREFAHEHIZ . MHEPE, DRV N SRS . SEREM R R HE
R IR R KT 530 98 K7 [ P e 4T, 5 80 BE I 900E I S AN 2R354, A i i — 20 Ak
[13].

ARHFFCUESE, BAE CAP BJLSEIM K {2 2 K TNF-a. 1L-6 7K-1-35) 2 25 i T 00 20 A Agk Rt
, HBEREWREN TR X RIS R AR GUR M S B SO SN AHRF[14] 78 JEAAR0E i s
G A A T RS R 244, R 3l Rl NF-xB S5 0CHE(E 58 %, IK3) TNF-a. IL-6 % & K71 K&
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Bk 5RIR3]. WK, fEEAE CAP B, IL-6 M1 TNF-a £iAKFLSHIMEETEmME, HM
HRIEKTAAAE R B C R, W FEERAU B 750 ™ B, 105 B IR TS IRl 2% DI
K[15]. HHERE CAP B M5 IL-6 Fl TNF-a ik /K23 5 T JF HE B2 AU gext I 4 [ 14] . AF
FEER TR, IL-6 Fl TNF-a [JRIB/KFAAAEIEAIR KRR, HETE)LE CAP K fEd 3L EER, g
WIER M. ROC MIZR s Mreh A, IL-6 W EAE CAP 2 R AN 0.88, TNF-a Tl HAE CAP
(2R R AN 0.87, $27 TL-6 1 TNF-a B R IFIIZ Wi RHE .

TNFAIP3 j& NF-xB {5 58 2% [ O H ] 2 85 1, 180 H 2397 AR s PR 02 245 5 i FEAE = 16] .
AW, HEE CAP LM ZE TNFAIP3 /K-F 23 & T AR AR B2, 3 mT B A2 LA TE T 6™
R GRZLJRE RN, Sy 1 By b B S A5 4 1 AR B A — R R SR AL . (& TNFAIP3 [
A A I B () JORE SRS . E ™ B (A IR EERE )N, Toll FESZARHE R EIBIE, K3 NilF NF-«B 1@
%, A2 9 T (40 TNF-a. IL-6)2 357K B SN[ 17]. BEiF, B4R TNFAIP3 52 PR 7 s Ap L i) g _E i
A TV 1 ) A S R T R T R TGV S I RS BT R OSBS54 T, 50 NF-«B 8B 0V 56 2 4
4], TNF-an TIL-6 Z502 & T Hr8: KB 4E[18]. TNFAIP3 (132 R g il MR L B e 45 iy d, A5 ix et
G5 Ry 355 PR 98 A B F5 P (U ZE R F M) TNFAIP3 %98) M2k 20, B TNFAIP3 Fik/K-FTtm, itk
HAME| NF-xB {55[19]. ZERIAFFAEKD, TNFAIP3 FF#5 TAXIBP1. ABIN1 %58 [ ) [F 476 NF-«xB
[20], IX%& TNFAIP3 AHICH FAEH & BRI GO EIREIRGL, FIRES Xt TNFAIP3 s R80CR 7 A 5
Wil o 75 25 B ZOm , BOR TNFAIP3 [R3IA /KT iy, AH T H & I AR e A R0& e B 1) 28 hE SB[ 21]
U RS PO R RN AN B S R T, BEEFESIEE A 7E TNFAIP3 BRI G 8) 7 X IR, B
4] TNFAIP3 (5%, SEHRLKTPRRIK[22]. TFREI, AT EE 8 B,
U VR T 0 R DU T R 0 Rk A% PN s R R T, A 1S 4 AR S ORE B A R AR R
TNFAIP3 Kt [ 5t 17 NF-«B, MIT-FE 7 ToiEAa Rl R0 S N [23]. AR FEE R 7R, HEIE CAP &
JLSPEI I, MR KT TNFAIP3 BB EFE, H5RZET TNF-a. IL-6 B2 MK, FERHEE
CAP ) LAFAEAR R K12k AW 30, 140 28 PR -7 AP T i (B ATS A A2 B 58 4 4] 98 9 A% o

AR FL ROC HIZE 50 M 45 W7, TNFAIP3 Tl L2 #5E CAP ) AUC 4 0.77, SeHAIBME N 324.06
pg/mL, REEN 67.50%, FrFEN 78.00%, &7~ TNFAIP3 X JLE HEIE CAP B MMM (E. A
SCHESE TNFAIP3 FIE & K F TNF-a. IL-6 A& MR, =FHBE2HH AUC & 0.93, BEET %
T bn BG I () RRE,  RABUERIE; 3 20 5 86.00%F1 90.00%. HE7s = BEAAG I AT Jy il PR B 43t 5 ]
E. BMMSHKYE, AR T EE CAP 17N B K& &) U 1 ™ B2 5 PPl .

JRRYE: AW OIE, HAREFR, RRTHATZH0. REEARIE. b, Mt
IR, REETE AR R IR, J5 820 50T 454 v i Ve v S5 5 S AR AT BE IR N IR
o

R BTk, AFFUEE AR TNFAIP3 FRik/KF, FF5E M LR A F TNF-a. IL-6 BEATRTELS):
T, AN IS RIHT 5 P17 Ff R0 R I 2% (1 AL . ROC 28 » #1328 7%, TNFAIP3. TNF-a & IL-6
AIYEJ9 LB EEE CAP FH A 590 15 VPG 1A Acdabs, B =FBCE kil r2 Wi 8 58 o ARSI 7 A
N, T TNFAIP3 5 TNF-a. IL-6 ¥R A6, ORI CAP HJLATREAEAEAR K I T it B T,
T 48 AR S B AS L BASE A4 JORE R E . TNFAIP3 A5 32 N AL AR 22 bR 6, o T 50
CAP [ R IHIZ W, s VAl S pRva 7 RA I E R S HANME, A Rt — B

& STk

KM WHeBeihs HdEoth. WIS, T K CEEHENE. /9.
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