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Abstract  Inflammatory bowel disease(IBD) is a disease characterised by chronic inflammation of the gastro-
intestinal tract and consists of two main subtypes, Crohn’s disease(CD) and ulcerative colitis (UC). Endoscopy
combined with biopsy is the most effective method used for the diagnosis and disease management of IBD, but it is
expensive and invasive, with the risk of bowel perforation and bleeding, and in recent years researchers have been
exploring alternative non-invasive biomarkers as tools for monitoring the activity of IBD and disease management.
Serological testing is a well-established tool for the diagnosis of a variety of immunological disorders and its use in
IBD has been focused on patients with a confirmed diagnosis, with little research into its potential as a primary di-
agnostic tool for patients with suspected IBD. This article describes the current non-invasive serological markers of
clinical importance in laboratory testing for IBD, which can be used to aid in the diagnosis of IBD and monitor dis-
ease activity, helping clinicians to accurately manage disease progression and make timely adjustments to treat-
ment regimens.
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ML A IRIRRBL LR =R A N R A
AR A A0 T I 27 b 28 0 F0 Y B 48 RO AT IEAG
A B F B2 W L6 € A IS R IT 7 2 VDR T
SR DA R T S . AR S S A FE 1BD HR
P MLV “F 4 A o I HE IR T 3k 2648 bR X F 1 7 1BD
S S, TR A Al IBD % 055 T 20 1 19 7
2 I AE TF R R 58 B RS Bk B R e SLaE Y
EOEi=R 7
1 ZemFEFRE
1.1 CMEHA

C-J2 Wi 25 H (C-reactive protein, CRP) J& —F}
HRREA . T4, T 1930 4578 K 0 il
RBF R I WO RS2 2 RAE A7 AE 1 i
FENEARZ —, BN T A RAEMBIM 5 £
Pl G50 B i . FFARE N CRP Y35 T B ik &
BLZ 11-6 165 5K B9 98 7, TL-1 0 i 98 3K 38 (]
F-a(tumor necrosis factor-as TNF-o) A] 3 55 HAE
FASY, 4 CRP # R, & % DUBLTE Z 3 B 41 41
IE UG AMA L A2 E R RE N Y & A X — 2 B N
T, I 0T B T BOE T E BRI,
MKt CRP 7K B 9l 3UE g LA 0% 18 A= W bk
B LI E IBD A6 M A G

I, M CRP Y 7K V- B T 48 9 L 95
s IR e (1 7 B R B L 6 T A — A AR U, CRP
TE— K B AN [R) st () s — A B AS TR) B30 AR 6 52
TE 2 VE G RE W] AT 3 0 1 000 4%, IFAE 8~10 d N
K2 B0 KD, EER CRP &b & b 4y
55« 20 B RN L TR SRR A WIOURN | 9% E B IR AE LA
g EPEME % . A E VI T IBD B M
CRP FHRE /K F 5 IBD (A0 56 1, 76 1E % Il 4%
PR KD BB M7 CRP ¥ N 1~3 mg/L; fERR
F b EE R AE 0 R E T CRP K AT LIFE 4~6 h N
EFFF] 50 ~100 mg/L, AT #F— K5 CRP
K- 5 IBD 4 AH )62 . Solem 250 %f 72 i) CD #l
UC BT T L 2% N B AL 8122 K A, 25 1
R CD B &K CRP KFTHE, H 545 5K 2
HOIE S YEG 5 8 (OR =3,95%CI :1~18) LA L L 41
¥ RS EARE(OR=10,95%CI . 1~100) 4
X i ZE UC B, CRP 7K VAL 5 40 41 2% )™ & 7%
FEAHZP=0.029, 5 UCHI,CD HB#H ML
1L-6 /K F T 5 o 4 E 38 B 0 i, 3% 0] BB S i T CD
BE M R MR W40 M 7= 4= T CRPY . Riviere
DO BEGE R I CRP™>>100 mg/L 1 UC B # fE 1
TR JSE 15t 97 1) o2 00 00 {0 325 31 100 %6 . W5 7 19 i ¢ A
E DR N ala Oy 1 S Rl | I TR
Tt 97 FBE 1 0 5 B I 4 47 B K, 3 55 40 R IR S A
WA & G5 InA ", L4k, A5
Fb 5 FH O R R B A BTIAR YT 1Y 1BD A 1Y CRP K
L RIS R R BBUIR T A RN Y BB CRP

KEAESR SN B2 TR 7 UC L i
1 CRP 7K 55 95 9 % A6 0 35 2290 435 97 A1 0
XYL CRP & Wi IBD RAE & IGO0 A
BT H RS Z R 50 A A B e s R
M fih g b AT W2 3 CRP K FHE e, B,
T2 W IBD B W0 e 55 1 3l M B R 45 & I Al 48 b
] 40 7

1.2 1Lyt

M 3T Cerythrocyte sedimentation rate, ESR) J&
N2 £ 20 Jfd 6 =5 7 5% T e T T B a0 A Y
FE R, DL 3R 7 BB A 2 75 A7 AR S JRORE J I B ™
EREEMLEERA . g ESR WA EEH
RIELT AN AL L R LT 40 M SR AL LT A i R AR =
M3 PN E AR, ESR i 52 4 B K
KR, AT IR AR08 PR L DA B 3% i 1 40 g
4 22 HE B 2T AN ALK S B AR Ak L AR R I R
9iE R F A7 2 N R 40 40 i ) LRE S, 4 R £
BN O L ESR 599 9™ R B & IE L, ESR
151 2 B JRRE B ™ EE L 3 A IE AH OGP {43 ESR 1T L)
FHR MM B IBD 518 M RAEWE 3. A D5 A4S T
ESR 76 Wi IBD F& 3 36 sl P O i 09 48 o8 =
5 CRP #4757 He#, K BLG sh ] 1BD A9 ESR B &
T B AT . Holtman %Y #1719 ZE 2K 4y
M7 ESR 2 W7 IBD B #8508 A s S5 10 40 01
66 % 1 84 %,

AR CRP Ml ESR #8A H &It K 12 Wr 1IBD 4
FrvfE i 05 S 1 FE A 1 . (2 CRP M3 F ESR A —
SR i, — T 56 F UC & ESR.CRP 54
BRI Z R R MR E R E/R. 5 ESR M
b, NEE9G 3 5 CRP R SGHE KM, Brib =2
Hb 3 9 TG Bl Pk & AR AR A I, CRP 3k 31 06 i (1) 8
FE [t ESR . %0 & M 45 R 5 RE f% 16 %5 1 i )
WK S IE R . CRP 1) 5 # L Fl I ESR 87, Jf A
1 ESR # L CRP 545 §% % A B A e pE . R’
& ESR X IBD W2 Wi A CRP #E#f o 5[] 1
ESR Fl CRP A By T 4 i i 72 01 25 5 w36 25 DL e
Wom s 2 & L NI, ESR # # 9 HAE CRP A4 BY
FE.

2 MFEFRME
2.0 BTt R A0 N R T A R BT L A TR R 1 R
SRS

B H PR R A M i 2% $T 4K Cantineutrophil cyto-
plasmic antibody, ANCA) T H b R % 1F 4
(antisacchromyces cerevisia antibody, ASCA) J& #x
T2 80 IBD BHA BHA & Rk, (3
MR AR E S T IBD A, ANCA &
— A X 2R A0 o 40 R B A D Y TR
it A 1 43 A AR B AT R R RRAE BT AAR  iX 2dit
KB Je fE Wegener B ZF i /8 & (9 I35 &
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B RS L ST N B B A R PR S £ Rl
B 5 2207 1 B T 3 R A0S IBDYY . fE We-
gener [A 2 [ H RS I 2] A B A4 B 6 Hh 1 ke 40 g
i 3% SR Y B 44 A - ANCAP? | i fE UC Wk
PR B B AA S A XoF P e 40 4 A T R A R
PR p-ANCA™Y . HHF5E & B p-ANCA K UC
BB SN 64 %0, R S 10096, B 4 00 1
84.2% .5 UC HAF B EHMCHE™ . C-ANCA 1)
PR T B 22 W R E -3, 1 p- ANCA i) FEEHt
Jr B ) A A B LR AR L R B L TR
AL E -G, P-ANCA 2 i 1278 T W B
HHA B E A A AR Y L AR SR T B g
HH ) — e B D) G 8 RN 3 R B D R A
“HEPURTEAE A B PR, X PR R R
S0P PE AN A L (R X PR W LR AR
vl ToR 7 N e e TS o = (T R ¢
L, UC H iy ANCA $itik S5 CD = A iyt iR A
1.20% ~85% ) UC & f 2% ~28% 1y CD &
FAETE ANCAPS . P-ANCA Y88 51 5 2 Bt 2 76 40
Mk B EA HI EH. X — KM T N4
p-ANCA 7 20 Jf 4% J& L, i oAt $8 40 5 A7 7E 1 2 J3
45 gy 1) 40 R RRE K 40 B ) 40 B B b . P-ANCA 5
0 TR PR A 2 ORI L X — B UE B T IBD il
B LI 2 1 5 B 3 T 1 AN TR A DG R

ASCA JEEE X H &8 50 A I i [ 1) 40 i BE B
A3 AR X PR 5 A F A 5 EC I 1 A A0 i BE
I 20 GRS REIR 20 T 8 RO 45 6 L 1
A3 BT B AH A B A et T LR B A PR
PN CD Fre e m . oy Hfe & B 1IBD 1Y
AR A ik, 9 BN 2 R 25 9036 97 1 el A
(EA5VE B AYJE . IBD 83 BEAT 38 i H At B 35 1 B ik
B 7K o 0 P A R B SRR X B W A A ) B
PP, B B BT R P R B-FLIER A . I
Aol T H SR AR ASCA R, 3% 264 7K R
A H &Pk,

ASCA #£ CD o e b % UL, 4 48 31, 39% ~
76% By CD H#F 1 ASCA, UC B # & &l ik
15 %0 et REXTRE L R 5 %60 ARG S e BR AR (kAT
I3 R, ASCA f345 TgA RILAN 1gG AU Fl 7 280, 5 75
FhAC A BHAE B BB B A XUBHPE ASCA™S . CD
20 ASCA[IgA A (8D IgGITFE I & AR (59 %) &
T UCH14%) .1 p-ANCA 7£ UC (48 & T
CDZH 2% Htk, ASCA 5 CD B AH &, 1 p-
ANCA 5 UC #EA X, A, ASCA XIHME B #1)
FARLEN: B T ANCA/ASCA M HFH. &
MREBEFBEEZZKR TR, 5SEHENE LR
1) ASCA [ 1 5 5 M e . ASCA BH I 58 3 % 9% 4F
W TN H RS MR T ASCA Fil p-ANCA
7E IBD o i m] P sk 1, ASCA (+) /p-AN-

CAC—)FE/NJL CD i S5 sk e S R 3 v (43
BIR T0% F 939, ZE F Tk, ANCA Fl AS-
CA PR PLIRTE IBD 236 12 2 il LI R 2 S,
2.2 PLANMAMEESLIE R A C ik

TE X 45 I 40 TR 0 B 9 L R EE A Y p-ANCA
TE KN AT B 40 B R A A0 2 & BT — R R R A B A
Me AR FLIE & C PUiK Couter membrane protein
C.OMPOMFLE A", L OMPC ¥i{k#E CD
W &R R 24% ~55% .4 UC il 2% ~24%.,
i OMPC Hrikx; CD A9 U 2096 ~50 % , 4¢
SMEh 81 % ~88% . LAk, T OMPC $ifk7E ASCA
FIpE B i M & R 50 ~15%. B, it
OMPC #T #& 7] H] F 12 B ASCA FH#: 1 CD &
FHUS SR L OMPC 8 Il B B2 AT 78 0F 98
W T B R — A B BIF 5T S I S S R I K B R A B
G R R, B 3 R ik B CANCA., 3t
OMPC T 12) B (835 S A 28 LA KU T8 K, i
S RHESE T CD B3 Hdt OMPC 5 R KUK AH
KR AVFE bR 1Y ¢ F FAH G P, JF B2 8 T OMPC
BIAFAE 5 F 0T A B XU A BE 7 26 90 34 97 2% A
KT A, B OMPC Al R K2 W 1BD . BEAL 5
F R AT WSS AR AR Y
2.3 EFxEEAG A R A R Y A 1) AN R B I T A

B X EL AT A TR) A% 1T R Y 51 00 20 B R 9 B AR
(12 LA S 5 40 T 244 R 5 [) TR A) 400 1 B
B TETG s ] CD B (1% [ A )2 5% 40 Bl
SeHU L FER Y 54% By CD B E L 10% By UC B 3#
FIU 4 D6 R fa BT RRAL M 2 BT 12 Pk, X K
T H % DNA R BLW 40 B A 5 TPk R 78 1
FomHE . BT 2 PR S ES ASCA FH
PEA G, B L T B ALY I R R B, 12 B
R AFAE SR T X 2B 5 R 1 I R R N AR R T —
Tl I T 3 g 1) 2 7R R T 9 3 TR U L LA B 9 o R
R e RN TR e B
2.4 ¥t Fla-X fil A4-Fla2 i & & btk

A4-Fla2 fl Fla-X J& XIVa #4R 2F 4T 5 #i &
BEEMWIEE M EFERAE CD BF A T Xk
MIEHiA, 76—T05 252 ] CD B # kM aF 5%
H,59% 9 A1 A4-Fla2 i & B, 57 % B A 3t
Fla-X # B & A PUAR B . 5 — w98 45 %
H],CD % il Ad-Fla2 Ml Fla-X 44 i U 1
44, 4%, UC BFEH 510 15. 9% F1 16. 5%
ZEA HAAH W 58, 2B H 15 458, £ X Fla-X 4T
JE BB AR BT A LB LR M AEE R N T CD B &
B TTRE M, AR AT LT AR A nT AR Bh iR R
EfEEE . LT H ALFla2 Hilk5 CD B &% F A
AU AH 5 32 B F8 A 1) MRS M F0 A DG . & A BIF9E &
BBt Ad-Fla2 o4k B 5 TR o9 88 B RE IR A
5Ky HZ BRI A7 78 i1 H 7R BB OE PR TR 1 7 2R
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LT A4-Fla2 FT4E Fla-X $i 4K 0] ] T 12 Wi
CD. 45 B X L PR E 6 %0 A9 UC & i 52 BH
M7E CD #FH PR 50% ~60%"", BB ¥t ik 1
IBD &% DR T B E RS il R B E
1) 28 35 14 A A9 2 7840 PEAR 0,

3 @EmEF

3.1 NO

NO ZEAFFE T 0 FL sh i 40 b i — Fp R 2 19
BRREVEVE A A ASURGE S 0 R R £ A A B
I B R N PR A 2 DG EE AR A L v A I A
RS X Bl 2 R g AR L Rl 2 ) i e AL ik, DL
IR A R RS E B NO &&=
AL NO X B R H R R 5, A 25 80k
ARIB LR . EARKFR NO it 3 4 8 A 5 1
HMZE T NO WE S s MR e s — 2
R AT i 0 26 1k 38 W05 35 00 H i SR A2 . AH
KRR K1) NO R 3 R ot 5 A 40 i 75 1
FH 3 B 20 A ) A SO S PR AR L A & it
— W E B RE X IR A 418, NO A
S AL E A (NOS) E Ak LA 201 3K 58 1%
B, NOS F 3 FllE B . pf 28 Y, 3% 35 F K i A s Rl
MRS WAL, Rk TN R 0B 15 T A0, K58
T =Y, 1L-1 87 TNF-o"*, i S NOS
B 1% YEAE IS Sk UC iR 8 3] TEse)

NO £ IBD 4 i i F2 i 5t 19 ml G 51 &
TEEBTR T Z 6 B R B IBD (LRI R 2% 3
5 NO B # ol (B H2 X5 0, 40 i 38 5 5k A 45 30 15
om0 ST T s NO FE izl UC
M CD AR EW T T, 25 R BoR, UC B #F
CD B AR FE X R 7 NO KF 2251 5%
B UC 4. CD 4R i xf BRAL 19 NO w4z 053
B4 15.3.14.5 1 13. 3 pmol/L, Pk 17. 4 pmol/L
S FHE L NO X453 UC T 3l 8 AT 3R 16 3l 8 09 S
R S PES A 100905 L 14 pmol/L R FE . NO X
43 CD i 2l 51 R0 =R 35 3l 1 0% S0s% M A0 R S 4 43 il
1 88 %6 F 69 % L R n ILYE NO FIAE K IBD [ 1 1
YR E Y.

3.2 TNF-a

TNF-a T 20 a4l 70 40 E P & B, & —Fb
FLAT 2 25 % 403 e 9o 400 3% A %) T ek A L TR T L O
TEGRE RG0S B B . TNF-o 32 2 iy 30
P4 I I 200 L R 9K 8 40 B 3R 3K L AT B85 B R R T 9 M 7
RO, B BEBIPE TNF-o 6 30 i hn T8 ] % M 1
TNF-a, J5 & 8 2 1 0T 5 20 b A7 76 19 32 Rk 4
HU L R AR R O TR g8 76 PR AR AR &2 O
FLAE 18 5 E M M B L PR B
MIFER . TNF-o £ AMERN T B ZFMIGITEM.
A 45 G 8 3 B IERL B PR A T R B 4R
(RS2 A SN E - (P i PuR S ek ¥ ki1 AN

A L W3 AT T SR 3 A0 400 i ke A 5 %o U e 1 K
o, MeAh bR TNF-o £ 58005 F P, o
FHEASSEARNAMIRIEAE T, TNF-o ) =
RARFG X T 85 8 BE 2 B b 5 2 R iR e
BEHEKRIFFRHBEREAG S HFEREE
B M = R AR S G L R R 2 R
TNF-R1 il TNF-R2 456 FF I8 MU B AR 40 A 7] 24
JRLRSE (Y 2 B0, 0% S 55 22 i A B R 3 R Y

TE 25 i 5 i 3 10 i v ol & B TNF-o 7K F
Fh i 78 6 8 S ORE R EZAE T, A B
ELISA 35 FL 8 T IBD B & A0 4l B X B2 it 38 v
TNF-a ¥ E K122 5, UC.CD 8 Fl g 5 X 1/
I W TNF-o /K SF 43 5 S 29.3, 29.5
M1 28.9 pg/mL. 7EH TG sh % Jy 18 . IBD F& 3 A0 {g
FREXT B4 22 (6] () ¥ 3 25 S o Ge 12 8 L X ] BE
Hy G 0 5 vk w0 v TNTF-o 9 S A8 16 A7 7 IR
MECY . Komatsu 2557 9 55 — I 52 6 FH s 2 A9
ELISA E& M TNF-o ¥k B, 45 B 42878 1BD B35
B X IR 4H 22 (B vk B 22 S A e i E L, UC,
CD Filfg B X B 20 (9 TNF-o ¥ BE o o7 52043 51 H
7.6.12.7 F1 0.02 pg/mL, X &H KR IBD £
H 1) TNF-o B 25 {a@ RN M A 5%, vl BE 2
o F PCR K i SO Mo = fir s, 4 2 R4t
TNF Z5¥#f i F X741 IBD, H E g iE B & —FpF
BUBIRTT IR o D4 S AR 0 O
BTG TNF-o 55 R N 7 17K 7 345 3 8 T R
IBD & W B PR TNF-o 3% — B H %1
JOE AR R TR 0 A AR 7, DR Sk HL 5 0 N 1 4%
HYIFHK
3.3 1IL-10

IL-10 T 1989 FH KB4 Ml /MR T 2
MW HE T-Helper-2 40 7= A ) —Fh 40 0 A 1 &
AN, B —Fh 18. 5 kDa B4R . BA )
2 S P TR D, TL-10 B — A T BRAK,
HRER 6 ANURBELL AL L B 1L-10 40 F 0] DL 5 A4
1L-10 Z 4K 5r F455 1, TL-10 J&— 4 58 8 5 40
i A1 fE g A TNF-o 1L-1.1L-6 F1 TL-12 “5{¢
e A0 R 1 B = A TR IR B4 M L R AR A0 A A
JIEL K 41 B e A= A Ak TR 7 T AR RE A B B
REWR 7 I & P AR Y, IL-10 EZ il R
A0 A 0 B B L T A FEAE b, RS UC ML
PLRAMMHN T2 —1, W5 R IL-10 0 WA 2
B /N B 23R8 18k 5 B A RN G 2, i — 20 L8R
F) TL-10 AT LAY 30 1) TR SIS R B 58 0, 3% 3% W
B Thl A 509 36 B R J7 & % T 1
U EWE S A UC il CD it & 88 T 1L-10
Fak GRS ERIR A UC B#FR IL-10 K
S T R B, 5 b R UC B E M
LY. 2% A% 151 R ORD fE BE X PR 41 Y TL-10 K OF
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Y AR B, 5 UC BE A L, 28
BE M IHEE IL-10 mRNA K8 Z0F 58 g
UE T 1L-10 7K 5 905 16 h Mk A O . DL BBk 5E
PR 1L-10 n] 458 1BD WA RUEWER B .
3.4 AT HEBUEMHIA T 2

] PE BRI TR F 2 (suppression of tumor-
igenicity 2,ST2) J& T 1L-1 Z KK %, = EAE LM
AT A 20 i 0 LA I b 3k, Ao N A5 B
ot ST2 BaEO MLR R B A, IF B 5 & E
A s ol f2 A e, ST2 J2& IL-33 952 44, IL-33
S — i me N7 2H 2 B8 A R 5 T 4 W B AR A
T8, W ST2 78 RAE 6B b i i 238 , 1L-33 M
ST2 7€ IBD B & ML il A48 1 2 0 i 72 v i 7
Sl T A6, ST2 iy B Rk O 2 E LS
UC ZIEME, AR T 143 ] IBD B, H
H 83 il UC H#% .60 1] CD 3 DL e 50 i) fidt i
M, H ELISA Lk Ly ST2 /KF, H CDAT #I
Il TR 45 B 4R 1% Sl 48 BTl P9 B8 T B2 9 3% itk s & 3
UC.CD # 3 i fd Bl Xt R4 il ¥ ST2 Mk BE /Y o
Byl A 54,64 A 31 pg/mL,UC fl CD B A9 IfiL
H ST2 K FES5WNEIGsh B IEAMH R . 5 — 5
il ELISA (LA, UC B E 7E BT 9% 25 W) 35 5 5 M
TRAIT G ST2 KA1k, Hoh 18 il J 3 X i
Y5 F IR YT SR PHAE SO L i 6 ) FR 3 G N 2 L BH
N7 ST2 We B o 5 il JEZR 1 174 pg/mL &
% 87 pg/mL, LW & H M ST2 7K F- M 336 pg/mL
LT 385 pg/mL; &5 R IRIT A UC &
FHIMGE ST2 K2 IEM KT, X sy 45 R E
B, M3 ST2 J2 & IBD &£ 3 I PR 72 00 A 1 4=
s
4 EAR
4.1 HETLARW o2 BEN

BEESEMMW o2 B HE H (leucine rich o2
glycoproteins, LRG) & —F 50 kD % £ 1 Jit . i i
Eat1 T S o VAt R N T S 7 O v ) e
W GRSk, E B & IBD RS KR Y
R BH R NE 2F AR BT . BER R B, LRG
KAENG B UC B It i, I Bl A 0 1 3l v
B REAR M B AR . A BFSTIE A T LRG 1B A9
Fr& Y 0 A SPE 76 PLANET BF58 3 B b 445 T
o FH BT 35 R BR T S, Bl A PN R R A RN R
LRG {H AW TR, (E 15 7 202, 78 1% 3h 1
UC 1 CD #& F , LRG /KT 5 5 6 R N 85 1
Ay BYAHSEE M T CRPY 78 N4 F B 3% 3h v g
S UC B ,45% CRP 45 R MR B E W
7~ LRG 455 fH ¢, # LRG A] H/E CRP #9848 24k
WitrE W, 1 TP AE UC B3 w5 0 0% gh il
LRG if #f % BLa] DL Fi CRP 7K SF IE % 1) UC Al
CD BEMBIEAAET RS LRG 1 H A Ik 7

(BT AR A5 50 B S B AR AR /N S E T
4.2 TNF-oiE3&EM 6

TNF-a 5 5 % H 6 (TNF-« inducing protein
6, TNFAIP6) X Fx TsG-6, J& — Fl 75 4% b 40 fifg 25 7Y
1) 9 e it R A B . B & —4 35 kDa
ISR, N )P 5@ mE s EA TN
PA5F )7 51 Link B[R, i C 3 i —F 5 Cub 45
My 3 KMA 4> C1 s/Clr 4% .uEGF #il BMP-1 B Ay
A8 M, BMP-1 & —F = 5 IR iG & & & 11
BT, B, TNFAIPG 76 40 it 41 35 5 1
R KRB R p i B R\ EMIENTY . ER
2 ) 20 B sl 2 2 AR b R X R AR A i, ]
TNFAIP6 £ 48 R i A+ TNE F1 1L-1 276 A9 1%
MWk . TNFAIP6 & %3 B 7T L s
> 2 P 4 RE I ) v A 40 L %) 9 Y0 L ' R ARG 9% E
RN AKE 3 R BT & AE F AT U BT 8 BT Link
BEHT 7 IBD (B3 10 26k AR A Hh R 31 155 K P
1) TNFAIP6 . F 51 2 76 B P i LA b . Yu
AL RIS R R SE PR RS TNFAIPG 1E K12
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