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(HE] BB K& THEME CD30GCD30) £ TR X (CHB) . TR £ (THF) AL P 6 £k &3
BEUFHRAEEARZE(LC-AD) & F PG EXL., Ak SREZKBREMRELAHM 2020 F6 A £
2021 41 A 45 88 4 LC-AD %&£ 44 LC-AD 41,2 B FE £ CHB % & 29 #] & 4& £ A B (HC) 30 #) 4 4 CHB
A HC A, o MATE S B sCD30 KT, M EBARAHRZEZHERSTLER, AN JEFLE LA LT ENRLESL,

ZR LC-ADAARE A sCD30 A+ E & F CHBAA HC 2 (P<0.05), 88 4] LC-AD &% +,16 ¥ &
AR A A 3 A % S %98 ,15 41 90 d A st =, Child-Pugh C & LC-AD & % sCD30 K+ & F A.B A&,
T BRE EE R AEESZTAE ERAEL FHLEL(P<0.05), sCD30 K-F5 R ITARBRAKESH B
(AST) %ot % 45 % % . B 5 47 & A W44, Child-Pugh #F . % K B AF % (MELD) #F 5 £ £ 48 % (P <
0.05), 2 H% Cox #l M= )2 547 sCD30 2 & & 90 d L= WL FEH F(HR=1.150,95%CI :
1.001~1.321,P=0.049), AFE sCD30 K-FFM &H 90 d - F KA THFHE(ROCOH X T @RAY
0.768(95%CI :0. 644~0. 891, P =0.001), Kaplan-Meier £ % 5 #7 4 & & ¥ . sCD30 & K -F (=22. 79 ng/
ml)&EH 90 d s &[47. 8% (11/23) & T A F & £[6.2% (4/65) ], £ F A %t % & L (P <0.05),
it sCDOKRFLERFRCPERZEME, TEABFIOIRTEROIFEY.
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Expression and prognostic significance of sCD30 in acute decompensated
patients with hepatitis B cirrhosis”
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[Abstract] Objective To investigate the significance of soluble CD30 (sCD30) expression in chronic
hepatitis B and Hepatitis B cirrhosis patients,and its prognostic significance in hepatitis B patients with liver
cirrhosis-acute decompensation (LC-AD). Methods A total of 88 hepatitis B patients with LC-AD were se-
lected as the LC-AD group from June 2020 to January 2021 in the Department of Infection and the Department
of Gastroenterology. Meanwhile the chronic hepatitis B patients (CHB) and the healthy control people (HC)
were selected as control groups at the same time. The sCD30 levels were tested on the day of admission,clini-
cal data and laboratory examination results were collected,and the 90-day survival was used as the primary ob-
served outcome. Results The serum sCD30 levels in the LC-AD group were significantly higher than in the
CHB and HC groups (P<C0. 05). Of the 88 patients with LC-AD, 16 patients progressed to acute-on-chronic
liver failure during hospitalization,and 15 patients died within 90 days. Child-Pugh C patients had higher ser-
um sCD30 levels than grade A and B,and death,infection, bleeding patients were higher than survival,non-in-
fection,non-bleeding patients (P <C0. 05). Serum sCD30 level was positively correlated with AST, TBIL,
NEU,PCT,INR, Child-Pugh score and MELD score (P<Z0. 05). The results of Cox proportional hazards regression
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showed that serum sCD30 (HR :1.150;95%CI:1.001—1.321;P =0.049) was an independent risk factor for

the 90-day mortality in LC-AD group. The area under the receiver operating characteristics (ROC) curve for
predicting 90-day mortality was 0. 768 (95%CI :0. 644—0. 891; P =0. 001). The result of Kaplan-Meier sur-

vival analysis showed that the 90-day mortality in the high-risk group (sCD302>22. 79 ng/mL) was higher
than those in the low-risk group [47. 8% (11/23) wvs. 6.2%(4/65)],and the difference was statistically signif-

icant (P<C0. 05). Conclusion Serum sCD30 level was correlated with the disease severity,it can be used as a

marker of 90-day mortality in patients.

[ Key words]

WAL ABRK LY 3.5 A NG S RUF R ()
Wi FE (HBV) , HBV gk Y J2 JIF A Ak Ko T 4 1l 9 19 32 22
. HBV A B A 5 4% 0 40 i 8 v, Hos o 51
FRPER G Z A WA EAE R PeE HBV B 1y £ 45
SR AR R I A B R — R 22 R G BN
FEDIRE SR P8 S T B0 kR E R, CD30 F
1982 4F 1F £ 47 4 W EL9 (HIL) 40 M 26 i & Wk & B, )5
SR Y E KA F R 120 X 107 By T 20 5 s 2R 1
Ja& Mg R BB X F A2 1 B8 K % 8 %5 (TNFRSF8) J 7t
IR T I5 Ak A 7 E 20 L 5 I A0 L AR R 05 (NKO 4
ff B SR (DO AR i 45 1w . 7E 4 R VR T 3
2 it B B 95 T8 43 F i 88 X107 [ AT ¥ M CD30
(sCD30)™ ., &TF CD30 WIH VI Y24 S B R A 15
MRS, FLEFSEIA S CD30 AT LLAE Jy i Bh % T 20 i
(Th)2 B Gy W& W bR 9 . 5 R BF 92 & 9 CD30L/
CD30 {55 A LL7E Thl 5 Th2 #1492 - 45 7 10 A2 /E
. &S CD30L/CD30 155 0] DL i 4 ) voT
A%k CCR6 K Th17 MG T2 58 E
TR ECR i R, 5 A, CD30-%5 25 2 Bt e il 2-%l 76
RO Th 48 #5346 042 ¥ Thl & Th17 44
WA PR RO AE L. CD30 /] RLAE R id 42 Pk Thl i
Th17 BRI AR BB . 45 BTk, CD30 Al LT
225 53&E B (Thl, Th2, Th17 W45 KA
G RE CE W20 i NK i L voT 40 i 45 ) 2 [8) 1) 38 3L
CEAN O R i U R el R e v
HBV . Ji i T RE B A R4 I 55 n] LB 42 R3O0 0 b i
P AT B3 N P e R BR AR 9 R WD L sCD30
FENEPE I (CHB) B8 P9 B & (HCV) B h 7
B IRIT S T B ARTE T T RE A R 3 i Rk
MRS KBESE B R E sCD30 1 Z AT BT 1k
SRR (LC-AD) /B3 1 3k 15 0 1 5 Ho At Ifs
PRAG B3R B AH e R BTG 2 L BRGE I T,
1 BEME5R*
1.1 —f&F#

soluble CD30;hepatitis B virus;cirrhosis; prognosis; biomarker

WegE 2019 4E 6 H % 2021 4E 1 H A B YL BF K
TN BHICA Y 88 1] LC-AD & /EH LC-AD 4,29
Bl CHB B EE A CHB 41, ttah. gk B ) 30 fil 4
Wt il R A A 27 A Sy i B X HRVZH CHLC 41D . A0 A B e
(D FFA CHFRE AL B 36 35 FE (2018 4E RO ) J (18 1k 2
IF A B7 1616 8 (2019 4R RO VB2 Wi kR ™ . (2) Z AT
FFRE AL 20k 2 f0 2 LC-AD™ & L F . O B 4& 2 HF AT
AL B2 W AR A s @2 JA At BT 3 Ik s e AR OGO &
JiE S WS K (D D B8 ko ok il 24 1 i L Jk
Yu CH & M0 TR PR A i B RE S5 LM s L
CEOESE . HEBR AR ME . (1) HoA T R 0 B2 U5 (2) Tl
P B TEORS T a 5 (3) I B 25 0 5 R 1) IR Ak
ARG 26 5k B Be AR 22 5L s b o
1.2 7%

sCD30 i F§ ELISA 57 & (RIS AE YA |D
FE B ISE Ll 55 B Bio Tek 23 @ B bR A 7E 450 nm
Ab s W S% B, Child-Pugh ¥ 43, & K #1 #F 9%
(MELD) P43 WU 48 P -9 #F 97 2 18 PF i 2Pk 2k
&A% (CLIF-CADs) ¥ 43 #R 5 A1 57 19 31 5 2 2Lk
U R R L 2 e PR e B 14000
. KRINMKXRAMRBAILEBE (AST) BB R I E
LM LEF B R . C R EA FREAHRY K
Cobas ZR IR 2 . 40 M A ks 20 i . I /s A
2140 L 43 A DE B AF Ay AR 38 E XIN9000 il % . Bl R
PRUELL EL A stago RAALERI 2 . WA A8 3 11 R %
A S 5 A A 4G
1.3 %itzam

K H SPSS22. 0 3 Ak #E 47 B 4y B A7 B IE R 4
MR o +s Fom HEBCRH ¢ BB A A
EA R BRI L M(Q1,Q3) w41 1] L 4%
& F Mann-Whitney U £ %, £ 2 0] b 8 >k A
Kruskal-Wallis H 4387 ; 71 E0 %0k USRSk A/ 7 R £
TN WBCR X K. AHOCHE SR Spearman 43 #7 .
KN R J 2 & Cox KUK L 1] 81 05 43 H7 8 4



EHhEF2022%3A%51 %% 6N

SEfERE N ER L il 32 E TAERRIE (ROO) &t 5 2
Wisk g, L P<<0.05 W ERHGIT¥E L.
2 & R
2.1 3@AKRER
LC-AD ZH A B i) 68 141 3F % 3 Bt s BRI, 34 91 5F

931

R KR 2L L, 29 ) 3 &Ry, 7 4 3 &I
YRR L 2 1 5 KT B 2B k. A, 16 491 7E £ B )
] 32F J O 18 2k O 0, 15 Bl #E 90 d INFE T,
CHB 41 f HC i J5 ¥ R 47,90 d ZEAF3% R 100% .
SHHEEANMH WA 1,

x1 SHERFER

i H LC-AD 41 (n=88) CHB 4l (n=29) HC #H (n=30)
B/ /) 67/21 22/7 22/8
R (T +s5. %) 52.93+8.92 48.69+9. 38 49.8949.59
BMI(x +5.kg/m") 22.8243.22 21.8243.03 22,5243, 22
I RMEHHEIM(Q1.Q3) . TU/mL] 1289.92(523.23,3 555.84) 3 421.41(345. 12,16 388.09)" 0

ST e HUIREBE/BATE G /n) 63/25 18/11 0/30
M DNA & i (x5, log) 3.8642.71 4.06+3.12 0

AST[M(Q1.Q3).U/L]
BIRLLE (& +s . pmol/L)
HHEA(Es.g/L)

ifi JLEF (& + 5, pmol /1)
FeEs R IE[M(Q1,Q3) »ng/mL]
CRMEMIM(Q1.Q3) ,mg/L]
Ji9 YR BE o[ M (Q1,Q3) s pg/mL]
FAIE (45, X107 /1)
M/ E (£ 5. < 10° /1)

LU S AR SERELM (Q1.Q3) » %4 ]
H Prpr AL LU M (Q1.Q3) ]
FIREALM(Q1.Q3) .ng/mL]

sCD30(x £ 5 ,ng/mL)

49.5(34.2,188.7)
69.82155. 1
31.1645.69
87.93422.32
0.47(0.06,0.89)
12.30(6.91,15.79)
13.62(12.44,15.67)
7.3243.80
89.81448. 65
16.2(14.4,18. 1)
1.48(1.23,1.70)
56.5(42.2,65.7)

14.2844.88

330.0(73.1.492. 1"
53.02+42,71°
37.284+7.54°
69.59+21.31°

0.27(0.12.0.53)°
8.41(4.31.10.41D*°
10.63(9.01,11.13)"
5.57+3.33"

166.21+68. 25°
14.1(13.2,15. 8"
1.16(1.02,1. 28"

14.2(5.6,94.5)°

8.0644.81°

23.0(10.4,33. 4"
10.2+6. 2°
42.0048. 34°

65.00423. 32°

10.24(9.15,10.58)"
6.90£3. 54"
186.21+78. 25"
13.1(12.4,15. 9"
3.2(2.1,7.3)*

3.4541. 25"

— Rt P<<0.05,5 LC-AD 4 b #%,

2.2 sCD30 £ &4 A o KA ML

LC-AD 41 .CHB ZH# HC 2 sCD30 7K ¥ & # %
i, 2050 (14, 2844, 88) . (8. 0644, 81) I (3. 45+
1.25) ng/mL, Z R A G % E L (P <<0.05), LC-
AD 4 Child-Pugh 4% A .B.C g% sCD30 F£ikK
ST, 43 ) A (13, 8245, 12) . (15, 71+3. 21)
(21,3344, 9D ng/mL, ZRAHRIT#E L (P <
0.05);90 d NFET: B # sCD30 Fik/K V& TFEI5 &
YL BT T AR A TH AR T R = T
A i B 22 R A G L (P<<0. 05) B e
U BH B S BT R sCD30 KiAK Pk, 2 5
TG L (P>0.05), WK 1,
2.3 sCD30 5 &35 47 & I& JR % 5 69 48 X &

sCD30 5 4 MR Pt (r=0. 077, P =0.479) .

ZHF DNA E &8 (r=0.194,P =0. 071) JC W 5 #H ¢
P, {H sCD30 5 AST(r=0.620,P<C0.001) ., MJHZT
H(r=0.702,P<C0.001) JEH5E JF (r=0.576, P <<
0.001) . FE BrbREAL LA (- =0. 644, P<C0. 001) ,
B (- = 0. 443, P <C0. 001) , Ifil. LB (» = 0. 340,
P =0.001),Child-Pugh #F43(+=0. 650, P<(0. 001) ,
MELD ¥4 (r =0. 781, P<C0. 001) ,CLIF-CAD ¥4}
(r=0.329,P=0.002) R FAH%,
2.4 Cox Rt wra o4 LC-AD &% 90 d &=
ey e W&

i F Child-Pugh, MELD, CLIF-CAD ¥4} 4 ##F
Gy — SR AR B TE A S s L H AT AR B A
KRWAVEGr RGN BB —F8 45, I8 25 0F 70 R G031k
NG . EEA IR HT e #EAT BRI 3R Cox UK [



932 F5EF2202F3A55145% 68

B 53 Br oF 28 A Ge it B SO B R A8 AR 2045t MELD 343 & sCD30 2 90 d JET-F 14l 57
PEATZ IR Cox WU L) BT A BERE, i AT R & 2005 ek R (P<<0.05), L3k 2,

a a
401 a 409 2 40- a
a a
[ ]
~ 304 ~ 304 [ 1) ~ 30 [ ) °
- - [} —
i ... i §J LX) .. ........
< L] £ Solp < . o0
S 20 S 204 [ ] = 920 00
o | | ] 3 L4
2 ] 2 [ 2 °
3 % I 2 A 3
2} L (1Y) (1
104 104 ™ 10 0 q0
. L v o *
0 T T 0 T Ll Ll 0 0y '% - : $
R LC-ADZ  CHBH HC4H g Child-Pugh AZE Child-Pugh BEA Child-Pugh G4 RTEE wERE
40- a 40-
401 a S —
. .
~ 30- 4 L1
~ 30- 2 N ~ %0 L
G D oy £
< c [ ° o
g S 204 < 90
S 207 g o0 ° 3
2 2 5]
(&} [7]
9]
10 10 L/ 104 .
L)
° °® u
0 — T 0 T T 0 T T
RpEE R ES i #& e mEE CHTei BRI  ZRFedu/RERAME
D E F

A ABEEH 3 24 sCD30 FKik Y 2 57 3 B: LC-AD AR Child-Pugh 4398 % sCD30 35255 C: LC-AD 4 90 d WARAFIE 5 4716 i 3 sCD30
FiKZE D LC-AD At 5 AR B sCD30 kM 2Z T E. LC-AD 43 kil 1 il 545 1 i 3% sCD30 Rk £ 55 F. LC-AD H ZIF e $1
PR 5 B 14 % sCD30 F£ ik 25 5 ;4. P<<0. 05,

1 sCD30 ZEZHABEHHRIZBER

*2 LCADEHE W IdRTEHNBRESE

" FLH ZE Cox KUK L B =1 )5 Z [N % Cox KUK L 41 1] )5

o HR(95%CD P HR(95%CD P
AST 1.005(1. 002,1.008) <<0. 001

o 45 2R it 1.817(1.196,2.758) <0. 001

e R 4 i 1.189(1.029,1. 374) 0.031

I EL A i 1.565(0. 944,2. 595) 0. 082

FHEE A 1.007(0.996,1.019) 0.209

Child-Pugh 1743 2.533(1.687,3.804) <20. 001

MELD #4y 1.200(1.102,1. 306) <20. 001 1.037(1.008,1. 262) 0.035
CLIF-CAD -4y 1.206(1.026,1.417) 0.023

18 B B[] 1.005(0.977,1.035) 0.717

sCD30 1.252(1.129.1. 388) <20. 001 1.150(1.001,1.321) 0. 049

2.5 AR sCD30 #am LC-AD 2% 900d = %% 3 sCD30 Ak Cut-off {H M :22. 79 ng/mL, FH M
% AR B 90 d FETT Ry R B 80. 820, K ¢ HE N

W32 sCD30.MELD $E43 9 ROC #h£ . 4387 76.67% ., sCD30 /K- (=22. 79 ng/mL) ¥ 90 d
HXF LC-AD & & WU ) 3 4 5. 458 Won.  SET-H[47. 8% (11/23) I TARK B #H[6. 2% (4/
MELD 43 I M BB 5 I8 T sCD30, MRAFLAHIEE 65 ], ZRALGITFE L (P<<0.05, LKA 2,



EHhEF2022%3A%51 %% 6N

1004

80+

£ 604
1

"'ii:? 404 AUC (95%C1) P
B --+ sCD30 0.768 (0. 644, 0. 891) 0. 001
20 N = MELD 0. 849 (0. 765, 0. 933) <0. 001
0 T T T T 1
0 20 40 60 80 100
A 1-4552E %)

i

S "y
A N PU,
# -
& 50 LRl
’Ej -1 sCD30BFKTE
ﬁfé —— sCD30{E K F
Log-rank test x2=24.07
P<0.000 1
0 T T T T 1
0 20 40 60 80 100
B A i8] (d)

A:MELD Fl sCD30 /K-Fi2 i 3 90 d JET-% A ROC £k B A
[} sCD30 7K F- 1 LC-AD £ 55 1 Kaplan-Meier 14k,
B 2 ANBERT sCD30 Hiilll LC-AD 8% 90 d ET-&
12 W 30 B

3 it %

AWFFE LB, LC-AD B # sCD30 7K B & T+ &
599 19 7 T A2 (Child-Pugh . MELD $¥:43) & T i
PG R CAST B 2T K | [ B b o 0 H A 55F) 2 0
MK IFA R T X 4 90 d WAEAEIG S 4776 &, &
LC-AD B & WG By fa i % . {H sCD30 KP4
IR PR A J 5 F DNA & il 7K 74 0L W
FAOG ST e B It BH M 5 90 1 A0 3 R DL W) I 22 5, 42
7~ sCD30 [k BE AT 68 55 I A 453 493 40 2, T 5 99 2 1Y
S B 0% RS T AR O

JHF RSB b 50 ok A v, 7 A T PN /N I 55 R O,
554 B2 4 ML (LSECs) 52t , 3 55 T LSECs 1 il 55 b P
CDA™ i fifg CRE 512 Thl & Th17 W #F) 43 W 48 v 240 i
(e 7, i — 25 B 05 HEED . 53 40, 8K A BB CD30
K OX40 {5 S REMME Th17 41T f 2 asE .
I 55 3042 M Th2 40 6 43 1 40 i A 1 3 T
CD30 &7 3 CD30-TG2 il i 5% mi 52 Ff Th 20 g
WREKZ 5 O A8 AL 04 SOk o 72 7 2 — P ot
5%, EHTHE CD30 (40 i 55 25 Y A 2 A hi & 22 4F
eI PE CD30 " Ik CVIR Y — 23597 Jr 3 76 P I AR %
BT NI PR g b, A SR & B L g 1 i A A ek
Ye U L AHLZY 20 %6 A 573503 H BE Hp R 40 i ek 2
AW T B & B sCD30 19 7K S 55 o o oz 40 i (=
0. 443, P<C0. 001) /K P2 IEA S . BRI R S 2E 9 K

933

JER Y PR P 43 78 00 T AR 2 5 BT A R g U
4 4R 7R T Ae Y AR 2 B Tl N 0
HBV K E 20 J 5 58 i 8k g KUR: . A OF 58 1 k)
sCD30 K-F7ERE G 38 m T AR IR B8 R SR R
SR KR IEASE (- =0. 576, P<C0.001), %34k, &
RO R R S B T R R SR AL RS A
— 5 T e R G AL AR BF ST 5 R & B K iE
th i B sCD30 K i TR i 3%

T 56 48 I 2t I 2 08 1 12 Wi A i AR 20
RKCUH 18 1 I %2 0l F 50 3k 4 S5 7F 2013 4F — WAL §§ 29
ASWFFE 0 1343 43 B e A A2 20 T A0 A A6 & 10 I PR
W58 T o o 18 0 S I o 2 A Ak O AR B P AR
HERJE B — B R Y 25 B AR L JF SR T 2 W
AV I 1 A BRI BR AT R S AL U
T PPAG R 0 2 v I 0 SR TS 9 CLIF-CSOFA ¥
Iy R G M CLIF-CACLF 43 & 48, LA K ¥F Al J6 18 Jin
AP T 0 1 T R A 2Pk SR AN RS BB TS 19 CLIF-
CAD P4y R4, ZERRM ABEH CLIF-CAD W45 &
GEAETI 28,90 d B FE T KB L F Child-Pugh #
MELD 5> & 40 HABFSE & B, 7ZE B LC-AD &
90 d FETTR B RLGE 7 1E  MELD 3% 43 f T sCD30
KA. ATRERY B PR - (D) Bk 22 5 5 (2) CLIF-CAD
PEAMLIA T A | I LI | 1 B bm AL LU AE L 4L F
20 0 55 JLIAE A, Xt 12 W I 5 o 1) 0 48 s IR 41
FIFRMA . fEBETT R, 88 il LC-AD B # A 16
151 7 A B 309 ) 20 R A 1 o 2 I 5 3 L sCD30 7K S 7
FET R KO A TE Y i 2R 2 b B T A L R
Ye AR B (P <<0. 05) . #E— £ IE T sCD30 /K
AT DL B LC-AD B B = B R AL, J) A — T
TN A BN L ) B S A AR ST R L LC-AD BB
AP L B % 4 M CD30 78 mRNA 7K ¥ 26 35 W] i
T CHB B#1

AR FE B AR JE AR TT 1) - (1) Ry B BF 5T, R
Ko R AEA & 2 DB SE AT 56 IE s (2) B 5T
NG IFAEA N BE ARG AR RS M L B B g v 45 1
b2 B REAL 2 75 505 R A DG I 1E— 2B 9T (3) 1
RWFFE CD30 {55 18 68 AL B P b 5 92 41 i 5
JHF 52 J5T 240 i 1) 2 38 B JHE 58 SO AL

$ % ik

[1] GEHRING A J,PROTZER U. Targeting innate



934

[2]

[3]

[4]

[6]

[7]

[8]

[9]

[10]

and adaptive immune responses to cure chronic
hbv infection[ ] ]. Gastroenterology, 2019, 156
(2):325-337.

MUTA H,PODACK E R. CD30:{from basic re-
search to cancer therapy[J]. Immunol Res,
2013,57(1) :151-158.

HANSEN H P,PAES LEME A F, HALLEK
M. Role of ADAMI0 as a CD30 sheddase in
classical hodgkin lymphomalJ]. Front Immu-
nol,2020,11:398.

YUE D, YOU Y,ZHANG X, et al. CD30L/CD30
protects against psoriasiform skin inflammation by
suppressing Thl7-related cytokine production by
Vy4(+) v8 T cells[J]. J Autoimmun, 2019, 7
(101) :70-85.

SUZUKI A S, YAGI R,KIMURA M Y,et al.
Essential role for CD30-transglutaminase 2 axis
in memory Thl and Thl7 cell generation[] ].
Front Immunol,2020,11:1536.

HEYMANN F, TACKE F. Immunology in the
liver:from homeostasis to disease[]]. Nat Rev
Gastroenterol Hepatol,2016,13(2) :88-110.
rhAe 2 S I 2 o s PR iR de ML) . B
fREE 25 T4 ,2020,36(2) : 320-325.
EUteE AR A R, A 18 1 2 RV R B IR 4R
B (2019 4E RO [T /CD . Hpv I BE 27 i i1y 2% 55 (L
FR).2019,11(12) :51-77.

MOREAU R, JALAN R, GINES P, et al. A-
cute-on-chronic liver failure is a distinct syn-
drome that develops in patients with acute de-
compensation of cirrhosis[]]. Gastroenterolo-
gy»2013,144(7):1426-1437.

CARAMBIA A,FRENZEL C,BRUNS O T,et

al. Inhibition of inflammatory CD4 T cell activ-

[11]

[12]

[13]

[14]

[15]

[16]

FAEF2022F3A%515% 6M

ity by murine liver sinusoidal endothelial cells
[J7.J Hepatol,2013,58(1):112-118.
ARTINGER K, KIRSCH A H, MOOSLECH-
NER A A, et al. Blockade of tumor necrosis
factor superfamily members CD30 and OX40
abrogates disease activity in murine immune-
mediated glomerulonephritis [ ] ]. Kidney Int,
2021,100(2) :336-348.

GRACIAS D T,SETHI G S,MEHTA A K,et
al. Combination blockade of OX40L and CD30L
inhibits allergen-driven memory T(H)2 cell re-
activity and lung inflammation[J]. J Allergy
Clin Immunol,2021,147(6) :2316-2329.
HORWITZ S,0O'CONNOR O A,PRO B,et al.
Brentuximab vedotin with chemotherapy for
CD30-positive T-cell
(ECHELON-2): a global, double-blind, ran-
domised, phase 3 trial []J]. Lancet, 2019, 393
(10168) :229-240.

ARROYO V,MOREAU R.JALAN R. Acute-
on-chronic liver failure[J]. New Engl J Med.
2020,382(22):2137-2145.

JALAN R,PAVESI M, SALIBA F,et al. The

peripheral lymphoma

CLIF consortium acute decompensation score
(CLIF-CADs) for prognosis of hospitalised cir-
rhotic patients without acute-on-chronic liver
failure[JJ]. ] Hepatol,2015,62(4) :831-840.

L1 J, LTIANG X, JIANG ], et al. PBMC tran-
scriptomics identifies immune-metabolism dis-
order during the development of HBV-ACLF
[17. Gut,2022,71(1) : 163-175.

(s B 37 :2021-09-10 &[0 B 1 .2021-12-23)



