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Abstract

ABSTRACT

Objective:

To observe the therapeutic effects in the treatment of liver failure with different
modes of artificial liver support system: PP mode.PDF mode. PP combined with PDF
mode.

Methods:

The related data of 76 patients diagnosed as liver failure in the Second Affiliated
Hospital of Nanchang University from April 2015 to February 2017 are collected.
According to different artificial support modes, we divide them into three groups and
then analyze the differences of therapeutic effects between three groups
retrospectively.

Results:

1.To analyze the clinical indexes before and after treatment in three groups:
After treatment, TBIL, ALT, AST in all three groups decreased and the differences in
three groups were statistically significant (P<0.05); MELD scores of three groups
also decreased, differences were statistically significant in PDF group and PP
combined PDF group (P<0.05), but there was no statistically significance in PP group;
After treatment, PTA of all three groups improved, difference was statistically
significant in PDF group(P<0.05),but there were no significant differences in PP
group and PP combined PDF group; After treatment, INR of both PDF group and PP
combined with PDF group decreased and differences were statistically significant
(P<0.05).But in PP group INR increased with no statistically significance; The levels
of albumin in PDF group increased with statistically significance(P<0.05), but levels
of albumin in PP group and PP combined with PDF group decreased with no
statistically significance; 2.To analysis the clinical indexes before and after treatment
between three groups: TBIL, MELD scores decreased and PTA increased between
three groups, the differences were not statistically significant (P>0.05); level of
albumin in PDF group increased, but the levels of albumin in PP group and PP

combined with PDF group decreased, there were no statistical differences between
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three groups(P>0.05); 3.To compare the survival rate of patients treated with different
modes of artificial liver: Twelve weeks after discharge, overall survival rate of PP
group was 72.7%(eleven patients were followed up, of which eight survive),
survival rate of PDF group was 70.0%(forty patients were followed up, of which
twenty-eight survive),and survival rate of PP combined with PDF group was
71.4%(fourteen patients were followed up, of which ten survive), the differences
between three groups were not statistically significant (P>0.05). Twenty-four weeks
after discharge, overall survival rate of PP group was 62.5%(eight patients were
followed up, of which five survive), survival rate of PDF group was
67.6%(thirty-seven patients were followed up, of which twenty-five survive),and
survival rate of PP combined with PDF group was 55.6%(nine patients were followed
up, of which five survive), the differences between three groups were not statistically
significant (P>0.05);4.To compare the prognosis of patients in different stages of liver
failure treated by artificial liver: Twelve weeks after discharge, overall survival rate of
patients treated in early stage was 76.1%( forty-six patients were followed up, of
which thirty-five survive), survival rate of patients treated in middle stage was
71.4%(fourteen patients were followed up, of which ten survive),and survival rate of
patients treated in advanced stage was 20.0%(5 patients were followed up, of which
one survives),the chi-square value is 0.035 and the p value is 0.983,the difference
between three groups was not statistically significant (P>0.05). Twenty-four weeks
after discharge, overall survival rate of patients treated in early stage was
76.1%( forty-six patients were followed up, of which thirty-five survive), survival
rate of patients treated in middle stage was 71.4%(fourteen patients were followed up,
of which ten survive),and survival rate of patients treated in advanced stage was
20.0%(five patients were followed up, of which one survives), the chi-square value is
0.480 and the p value is 0.787, the difference between three groups was not
statistically significant (P>0.05).
Conclusion:

The PP mode. PDF mode and PP combined with PDF mode of artificial liver
support system can all remove toxins like bilirubin effectively and improve the

internal environments of liver failure patients. Survival rate of liver failure patients
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can be increased with all three modes, and there is no significant difference between

the three modes.

Key words Artificial liver; Liver failure; Clinical efficacy
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LF Liver failure JH 36 vty

ALF Acute liver failure SR
SALF Subacute liver failure P S T 2 v
ACLF Acute on chronic liver failure & I 2 e H 2 v
CLF Chronic liver failure 18 1 2 v
HBV Hepatitis B virus LTI 290
LT Liver transplantation JH#

ALSS Artificial liver support system NI R RS
PP Plasma perfusion I 5% HE 2T 25 % o
HP Hemoperfusion IIBRE TR

PE Plasma exchange 1 B e

HD Hemodialysis M AT

HF Hemofiltration My pERE

PDF Plasma diafiltration % A gt
TBIL Total bilirubin SYIERARS

PTA Prothrombin time activity 58 1100 s 0 3
AlB Albumin HEH

ALT Alanine aminotransferase A N 2
AST Aspartate transaminase IRy
MELD Model for end-stage liver desease AR o A 1Y
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JH3Ev (Liver failure, LF) ZZ MRS, T Hil 4
VAR SE D e R A G B ARSI DLBR I D) RE R A . BS54 - BRI
—PImARIE R R . AETRE, g s A S (Acute liver failure, ALF) |
W APER 32 (Subacute liver failure, SALF) « 181124 %5 3% (Acute on chronic
liver failure, ACLF) . 181kF%# (Chronic liver failure, CLF) M, Zphif %
iy MV SR S 2 DU D) e ) S AR O R s — IR R ZR A i, — &
TERTESER T o 10 I AT 0 )2 S A A9 (R Btk 1, P 32 %)
BB R R I 51 2 10 LA S g Sk ALy R B — A R S5 A 1E D
JhEMEZmNRNEAIREZ, FEAEHEERG. 4980, BAE ARG
G BEAH MR S5 . FRIEDE S 2899585 (Hepatitis B virus, HBV) HiiAT X
B —, WAEETECTIF RN EZ 9300 J1, 1B1E LR £ 4 2000 )71,
HH TR IR EAREM R 2 el FHAZ T (D R, 8 th T F MM,
HATH B DT (R RAUYI5RE LU HBV AHSGHRE A 7, HBV I F 3%
(RIF 2238 o H R IR T 3 R 2 150, 2R 9005 25 LA S (1 T 32308 A
el IR bt b W W 2R A o 2o (R Ao L s R B, S fg
P S A0 B0 B D R R AR BRGNS, X SRR SR AR A N B RS AR A B I
O, A A RHATT I AR BRI U bR 5 28, TN, DEEZGYT IR 3
vy LTS A o SCEH T P N A ke DL S B TR SR BB, AR A
(Liver transplantation, LT) 7& £ 1677 H M H 52 2] TR KBRS 7EA
SRR B IR R AR R R 3 7 i

NLHZH R4 (Artificial Liver Support System, ALSS) Z&fgf&BhT-144&4h
AU B B A B R,V A A 398 0 ) s DR H 3 8 ™ 2B 1R 25 A 4
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IR B ML E S (Plasma perfusion or hemoperfusion, PP/HP). Il & # (Plasma
exchange, PE) . IM¥EHNT (Hemodialysis, HD) . MLyEJER (Hemofiltration,
HF) 2R, s —Miasr SRRy s & AR A . Hrp PDF B A I
W, REFFELIERRAN) Sy Ral AR T, AR YRR LA N R
85 R MLRARE s 0 PP BN W BN IR ISR N B 2=, B R PR, (E6 4
LR TG BRBOR A, ANd S, AR N VS T ) Ok, AE
it 32 S 2 %+ PDF R ARG g b 78018,

AL [R5 B e 52 KM—9000 N T SCHE R GEIR T 1) 76 51 I35 35 2 (1)
ImRTRE, s BB EE . BRI N TR TR SR RS,
WEL M IR IENTYEIL (Plasma diafiltration, PDF) Fiz(. MLIEAHZT 2 W [ (Plasma
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2.1 ImERZER

AR 2015 4F 4 J1-2017 4F 2 F 11 B OR 5 50 Ff & = B 12 W A 2 oy 1A
N THHAIT I 76 BlEETIRIRTERE, ZWifF A 2012 AR 22 2 YL 2
oyt 5 N T A 2R S SGHE 1 I8y Fa ma ) AR ChRHE[19];
it 76 9, B 63 B, Lotk 13 s AFEY 17~79 %, T 45129 & )
PEAFN THRITE 4l PP By T4l (14 #1) , PDF BExiGyrdl (45
B> , PP ItEr PDF AEx0iayr 4l (17 61D 5 AR g s d A FBY By 4L, I
gl (53 41 , IR A (e fl) , BH=mA (746D .

2.2 NAfRE

FITE IR BT 2012 4E Fh AR e 2 2 TR GLgpy 22 o0 2 I ety 5 N T2 2 24K
SPUHIE Y CFFEE iy e rE ) I hriE[19]. HARPRUEDT T -
22.1 SRS

SRR, 2 I B AL B EROR OE A DL R R (D HE=
TR JEK Bl XM ALTE IR (2) M R B T A, (3D
S A ), S IMLER R TS B (PTA) <40%, BRAMEAE 2= K 2 2 A i K]
(4) TSR /N
222 TRAMIFRB

2 JAAE 26 RIWARIFE LN RILE: (1) WEZ AR, Ktk gh2es
WALTERER;  (2) BT ING, MyE S HA E (TBIL) >171umol/l 8i4F H
EFF>17.1umol/l;  (3) Wi, PTA<40% HHFAMHABIR K2,  (4) fEEin
P AT 7 o
223 BB MFES

EASVERTR LA b, I P B Sk B Sk I S R AL I I R R T -
(1) W= St o] B AR, o, MR, g 2245, (2) ORI TYE
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I, TBIL>171umol/l 84 H _EFF>17.1umol/l;  (3) PTA<40% H.HE~M A J5i Al
i (4 FEBASEERFYE R -
224 1E2MHIFRIB

AT REAL LR b, AT ShREREATHEGE AN JACE: . (D) BRI BT &, (2)

LB, PTAS0% FLARSPSLILID S (3) A Tl (4) k]
EOMKREI DL (5) IFRERIS .

2.3 HERR#RIE

BEARE . PRGN, TCEIATIER AW, X7 TS Im AR LB
S ME LLEAT VP AL S8 0 B T, ANRENN 52 N A =4 v (1 9
DAL DR 5 1 3 BB JC TR LR I I o i

2.4 FRRLHIN

24.1 FEEIFRFShR: HEE 12 . 24 R BRE AR,
242 WREFIgFR: TBIL. ALB. ALT. AST. PTA. INR. MELD ¥

MELD 7743=9.6xIn  (JJLEF mg/dl) +3.8xIn (JHZL 2 mg/dl) +11.2xIn (INR)
+6.4x Gl JHYTHARAPERIRS PSR 0, ek D o

2.5 AIRFAZ

VT e 5 70l 3 4, PP 4. PDF 41. PP B4 PDF 4, 3 HEHIWAT
BN BRI ZRE¥RTT, BT

251 —SCHHBYT: BNARIRE, W RESTHFE, ARITIE A

252 THRWE, DBRAKAGEYAN M RER AN, B AR, R
JH A48

253 FAWANTEAE A M3, A FERE A RAE. $h 7kt 1.

254 ST OAHTEREIRCT Y, AT R IR A s R B
R JH 4 2 K 25 (i A o AR K S T

2.5.5 JREEMEI MG THUR S, kAR bR, SR
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A e e v, Wiy, WORS ST DRI vk, WISZ RIS 145 F n] BE 254
TR AL 3

25.6 FAEEEMFEI. B ERERIETRbR, FIWUERGO; Sh8E A
WAL, M2 IE WA i3l AT DhRE. W OhRe. il D ae 55 e bs i Wk
T HE FE 00 o

FrINBIZEGIRIT A, 3 A3 8% H A Kuraray 72 KM-9000 A T A [A] 15
[XVARTT, 16IT AT T I KA AT R kB L A PR % . PP 2R A4y
BN HASE B T7 MR A A2 PE-08 ML Y 43 B 4, W By B 25 14
NERHZT 2 W B AT, ph L T B AR R A B 2w A 7, Y897 I 5 Il & 70~
100ml/min, 697 A2 3h, HEANSBEATEA MK . PDF 41k H Evacure3A 20
JE TR oy B 3, VAT BT 23 M £ 0.9% 257K 10500mll 50% % 25 B S 105ml.
5% IR AN SHE 630ml, E i 11135ml, IBHTIHK 6he L7 — %k 100~
150ml/min, LA JEEEE 267ml/h, ZEATHTLIE 2000ml/h, I &5 1600ml.
PP I PDF 4RI PR A S5 G a7 7 e 3 ATl vad7 AR &
EEOLPOE IR E, 09T e T EMEE .

2.6 FritFAbiE

i SPSS 21.0 M- FAT G0 MT, T EREHBIE. Rz Ror. BRER
S BT A IR AR A IE S T ORER D ¢ K56, AR IEAS /AR 1 BR AR S50
Koot tHECRESEH FERK . P<0.05 FHA N ZEREG G i 7 = Y.
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311 or A=A R AL NIRRT S LY S IH 2% (Total bilirubin,
TBIL) . #EIMLEFIEARVEALELAE (INR) o R IART AR (MELD)YES) « 5t I g
JR3E SN (Prothrombin time activity, PTA) . 141 (Albumin, ALB) . &%
71§ (Alanine aminotransferase, ALT) ¥ ¥ Zil§ (Aspartate transaminase,
AST) Z5fabn . Wik 1. £ 2, Z4HEHKAIT)E TBIL. ALT. AST $EbsidfF
B, ZFAGEE N (P<0.05) 3 —HEHIRIT)G MELD Wiy, H
o PDF 41. PP I& PDF A& w400t & X (P<0.05) , PP HZERLLG ¥
MY SAERFRITIE PTA JHa, v PDF 4122 340124 L (P<0.05)
PP 41. PP lfi#5 PDF 4122 % L4cit & X PDF 4. PP k& PDF 4iRY7 5 INR
A%, ZRASHE X (P<0.05) , PP 417447 )5 INR THaE, ZRELIH¥E
X; PDF 4697 e HEE/K P m, ZRrAgiE L (P<0.05) , PP 4. PP
64 PDF 097 Ja R RN, R igiil 5 s Lo

1. “AUEE4INBITRTS TBIL. INR. MELD ¥4k (x+5)

A (BIED TBIL(umol/l) INR MELD
PP (n=14)

BT HI 375.2£132.9 1.8+0.7 2246
R 204.8+187.9° 2.0+1.6° 20+10°
PDF (n=45)

BT HI 361.0+110.4 1.840.6 24+4
By 206.8+197.1° 1.5+0.6" 19+7°
PP+PDF (n=17)

BT HI 385.9+153.1 1.7+0.6 2343
W7 G 204.6+169.4° 1.5+0.6° 1946

Vi 0 = AUBERY TS TR AR AR LA T AL A LR

P<0.05, °P>0.05
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%2 SHBEYAINIGITRTG PTA. ALB. ALT. ASTA5k (X +5)

g (BIEO PTA(%) ALB(g/l) ALT(u/l) AST(u/l)
PP (n=14)

YEIT R 49.7431.7 32.843.1 5484918 421£650
I IS 57.5434.5¢ 32.244.4¢ 57+72° 72452°
PDF (n=45)

BITHT 41.4+16.9 31.5+3.8 3524344 2374224
It IR 56.6£27.2° 33.244.4° 76+128° 92498°
PP+PDF (n=17)

YEIT R 47.9425.7 31.943.9 3944347 3974443
GBI IS 56.1425.1¢ 31.1+4.7° 60+61° 68+57°

A = ARV TS e AR A AL HEAT 40 Y L EL, °P<0.05, 9P>0.05

3.1.2 =BG HNIGITRT G TBIL. MELD. PTA. ALB 453545251k
Wisk 3, =43 TBIL {2, MELD vFor¥fk/, PTA EFm, —didlnz=R
gt E X (P>0.05) ; PDF AiEy7 e /KT, PP 41, PP K& PDF
M7 i VR AL, AR ZE S Lgih 5 E L (P>0.05) .

3. S4LBEY4AAIT RS TBIL. MELD. PTA. ALB 235kr45fk (x+s)

245 PP (n=14) PDF(n=45) PP+PDF(n=17)
fabr
ATBIL(umol/1) © 176.7+144.6 154.2+168.3 181.3+204.1
AMELD® 247 545 447
APTA(%) - 7.7+22.4 - 15.2+19 - 8.1423.5
AALB(g/l) ¢ 0.6+3.9 - 1.6+4.3 0.8+4.9

FE: 6 = ARG TR TR AR AR REA T ALIR FEEE, °P>0.05

3.2 lEpkEE

3.2.1 W EAR AT R B AR S 12 &, PP 4
by BB AR AT R 72.7% (V5 11 451, 4735 8 ), PDF 21 £ 3 AR A 472K 70.0%(F
7 40 9, 1£3% 28 491), PDF Ht4r PP 41 MK AR 71.4%((BE7 14 ], 1735
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10 ), =4dlAZER L (P>0.05) ; HBijG 24 J&, PP 41iF5Eu B
SRS 62.5%(Fl TS 8 1, f7i& 5 91), PDF 4l BAAAE3R 67.6% (BT
37 %, 1% 25 f9]), PDF B PP 4L RAKELE R 55.6%(BE 1T 9 #1, 17i& 5
i), =AEZERILG R (P>0.05) , W& 4.

X4 ZHBEGAITIE 12 M. 24 AR

PP 41 PDF 41 PP i:4 PDF 41 X2 P
12 J& 72.7% 70% 71.4% 0.035 0.983
24 4 62.5% 67.6% 55.6% 0.480 0.787
3.2.2

ECASE AN [ B9 B (1) T 5 38 s 5 28 N T M N RS B VA7 IR I AR,
HBEE 12 J8, SR B SRS 76.1%(FETT 46 B, f7i& 35 ), T
W SRR AR T1.4%(BE VT 14 41, 4735 10 41), M 38 AR A A7 22 20.0%(FE

ViS5 W, AFNE 1 ), S e v 21 RN b P S R AL A ) R R e R
(P>0.05) , 7 U T30 o) 201 R e 30 P 3 oy 4] DA R Hp U0 P e R0 4 R O 3 o 401

A ZE A3 X (P<0.05)

Fe 5 AR BT 83 AT G 12 FIAEE R X Rk

I

Hh JIAT 395

XZ

P
12 A4 76.1% 71.4% 0.124 0.724
FL IO e v MGG S0 JH 30 8 X? P
12 JEA A2 76.1% 20% 6.833 0.009
Hh U GRS 2 v X? p
12 A4 71.4% 20% 3.997 0.046




F4E 1L

41 FRBHRITRRSE

LI R B G2 RER AL DAL — Kbk, 228k 60 {2 N M,
29 20 [ NG CRNT 25, Horp e dmig vk oA R B 3.5 2 AP, 4k
FEAL) 100 J7 ANSET S 28908 BRI QAR DS IR S5, Horb 75% kA A0
RIX P, R 2T 998 R 1w R X, AR 2006 4F 4 H Ay AR —
B RATIR S B, IREIAE 9300 77 LT 28w g B s . 1B LTI 5
S 2 vl i DL PR DR, T JH 2 vl W) S U AR T R 2 —, IRIR B
JH 2 by d i LIRS A e i S ety UG =itk 25 5 | i s

LTI 80 HEAH O B2 v i TS . RSB . YR T IRE. A ABER 2
Tk, HE2 @S Bk DUR A T bl 2, HdR R
ZTF LN RIGEFTRES AN . LAEMREIAA <. #50 B3 KSC 7K PR
MY A2, RPEIR RS, B ILVRIT L. AN, N R
R L SR R o AEAN A RO T LD 7 b B, AT e /D BRI 32 20 A
A [ Y R i X A5 5 R R R L X DL R BN 1 2 ok

4.2 HRBEIRFINE

LS AR AL T2 ok, T2 ae A T D LA EAE s,
b 7 U5 A 1) S 5 28 G B AT A I IR 1 1R R BRI I S IR B AL R e
A EEAF ] . HAAAAE A0, B T e LG = HAT . IR
Tl g, BRI A 2 0L 4% F R S AL 5 GRS s A PR I8 07, k13 i
PRVE A R R URE, S N IR AR, 51 SO R KRR R, 3 AR A AT
Bii, S HPIEREAT kAT e “=HATd 220, BUTFIAR e nd S e it . ik
B SR A5 45 R0 P 3R o = AT Y S BT BURF AL PRI R
AP KSR, PRAZAN IR SE) WO R EE, BTN, ALBE, B
WACA I EETE T 40 (CTL)  NK 4 e di i, Pk LRI 2 ae e
P, It BATHVELR ST 2 LR, TR YU HBV RIA DU K REAN 1L, B8 TFN-y.
TNF-o. % fLE AU NS A0 I IR 5, 35 B 2 1 TR I 2 00 BT 40 R 25261 AT 4R
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MO T 5 R B RRE SO, KEERAEP 78 W1 IFN-y. TNF-a. IL-10. IL-4.
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WG pDC LA T 1T AL IFN U B35 PE TLR7 $ah77) 26 I R i A R R
e AT T UR a5 A

Vesatolimod (GS-9620) #& TLR7 #/Mizh#] 2%, fEHLT HEK293 41 Jfu ()
M5z, TLR7 A1 TLRS [ EC 50 {H 4312 0.29uM F1 9.0uM> . A ZhJE il A
ZA4ife (hPBMC) FALE R 22 215E 1 IFN-a 755 (TLR7 3850 Fe SR 5L A
T (TNF) -0 55 (TLR8 3Kz MIEAHIANEUESE T TLR7 A TLRS #0i% /72
12 5% 2%, Menne %5 NiB3RIE T Vesatolimod AE RIS M4 WHYV 1) 4% i
M%7 & DNA, cccDNA Fl RNA K03 TLRT (1) B R B,
Vesatolimod 1] fE VLA TS ARG E IFN-a H @, M e5 | g ik e 4 28
B pDCs (3805 1. #E4RiE, Vesatolimod 7F 55— Wil AR5 32 ¥ th &3
HESE 1) PK AR UF (1 2e Atk e jihe, IF HO&mdAT I TRIT 18 HBV L
IT MR R#ESGY,  (NCT01590641 F1 NCT01590654) . R4 HE#A TLRT i3
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FIGAHEAE F HBV 877, EREXAAE LRI Tl % ) iz, Ry
P NS P B3 SRR HTT TR o H R 24 2 W) BRIV 45 1700 (R T A e B
TR %

N TLR3 a7 — RN R: RMAFF M poly (1. C) JIHF*, JHF)mAl
JEANAERT SE BT fu 2= A2 T TFN-B Jf HLEEWS I HBV 1. th, it e
JEVESIRIUE TR . RMER (1. © J&, HBV BERRIFARS) ) 22/ A byl
SRR IPEAT Y, LW TLR3 BEh AT G R A HT HBV AT (K35 11 214 .

3.4 HVATEBIFIFIRIFERT (cIAPs)

BT BT E YT, cIAP F5HUFA0 birinapant AR S — 2R AT 4 1 R &
FIf (SMAC) FEIYIIIE I EN Ik HBV DNA F1 HBsAg [ L& /K, 1
BEXT HBV WiAAZ) )72/ BB 1 547 HBeAg (40 I i0vE R 2340, 4l A,
XL SMAC A LL TNF A3 (17 20k 3% S st A FIfFA X 43 ik 4
SIEH T4 . X AT RS 5 R A IX — B AL S Y06 7 18 1k HBV i 24
VERHEME, DG, TR IR M SR SMAC BUUILE Va7 12 PR
LTI 4& rh R 1) 2 A RS o

3.5 KBEZE (LT) p 24k (LTPR) EzhF

CUAH TNF-a /& LUIE4H i@ 2 st HBV EBIR R 1. 11 TNF Bk
(1) 55— M5 5l % (LTR A2 , W i ik 68 33l DU A AURe % LTBR Ptk (BS1)
s AN PERT LTBR HuigkEdiik (CBE1D) &AEH, FAE HBV G 1L
HepaRG 4y, S8 7 JLFHTH HBV HIsEEARICY) NI, 450 52& cccDNA Al
HBeAg [ R, “EECHBOREE R 0.01pg/ mL. LU0 B FH vl A8 8 T8 o ik
ELEE 25244k LT 512 #% APOBEC3 (ZfIFHE 1 B mRNA Zwfdff, L2 IEFE 3D
BiaE (A3B) ARy Bifszal e Bk, A3Bs JoilBlIt4s &l Ak HBV
o E AN S HBV cccDNA, BJG7E cccDNA P T RUBERERS /e (AP) Aif
Moo SRJFIXEE AP A KA AP AR N VIBE 0, 52878 coccDNA P2 Al A
X HBV HIEER . BT cccDNA 12 BR et B i 291 Bk HBV [R5 225K,
It LTRR a7 16 B i3 o 58, e T 5 R B B, BCA v AT
(IR PR B Ve T T 2 75 B4 H K B% T
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3.6 BMHER 70 (Hsc70) FAMATEEH 90 #pHI5

RS Z R %995 (DHBV) DNA SRAMMSLK T, Hsc70 CAIEIH 25
R R M T s B 2, Ak, (83t RNA T4 (RNAD @B %) Hse70
FrWiaT LLEEIT HBV S A 9 B4k *, %W Hsc70 WRER AT
HBV YRS i o Hse70 [IEREPEFNHIF oxymatrine AL 200 1w LA
FNHIEF A=A HBV BRFIXTHK R 5 3TC. Bl flE4m 435 ADV FUEKT5 ETV i 24
IBEREII A, T RSl R Hse70 mRNA Fasg PESZIl . 78 HepG2.2.15 4
o, oxymatrine £ILH EC 50 24 0.031mg / mL, CC 50 24 3.12mg / mL, SI ¥
100 LA_I- %,

Hsp90 FJ L5755 5 30 5 S g AH T A FH AR HE 3R A5 MR RINA G2 18] F A% B
i H (RNP) &5 5. Hu Fl Seeger il ] T Hsp90 53¢ [ 44 ] FHIKT RNP
PITERL, /N PiAi % birinapant (B /R %R 25D ] DLl FLEZFH T Hsp90
M p23 22 8] A EAE FH SKE £k 305 Hsp9o ILhAE, SEUASN RNP JE R 1
TR RNA A ¥, (HAERIIE, p23 & Hsp90 AR BT 75 K 2 54 (1)
Y. B2, Hse70 Fl Hsp9o HHI AT A4 7E H 24 HT NA 77 LI 24 3k
LT —FOF R %

3.7 BFEMHARETER 1 (PD-1) A2 TER 1 (PD-L1) &5

S B R AT SRR, A i HER) PD-1 / PD-L1 BHW 244 (e iy, i
DB GTRPTIRE R V, LULFZ H AT IEEIRE IR H IR & 9, 4R
F T IR BRI T UK S Th ek BT BOW H B ik Y, BRI
MIWAET PD-1 / PD-L1 $WIFVETT R 2 AN RIERE I B O SC),  (FX P G i K A
SSAMEIFRIN AT 22 N T AR 6T o RS, PD-1/PD-L1 & £5 55 (1 FH
W5 BT A1 R R 40 B R K s MBS 26 i 5 (LCMIV) 3G rh 1RV FE SR 1)
CDS8 + T 4 ML ShREMI K ™, 78 LB 15 G 1A il B B RS B P & 1>,
X W] PD-1/ PD-L1 7R VR ST I8 75 2 4% vp o m] e 45 21 B

WA IR, 180 HBV B2 /DiR o & o th i, Bian, T 4,
R E CDS + T 4, ikl HBV &I R 2 >, 5 —J7 1, 181k HBV
YA FHCD8 + T AIAER, 5 PD-1 1 ERAISE 2%, (HEER ML,
HBV NA 7 R4 A% PD-1 (I3RIL, wBESsmbLiAxT HBV (%)) >,
AT 2, NAs, PD-1 / PD-L1 BH A fRIA0/ i H Al S5 0 75 70 () 45 7T B2 VA
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ST HBV IR A B0k . SEbr b, KRG WHY 1) -39k 5 F, PD-L1 BHYT
TSR YT 12 o AKX 1 4 At 0 B m DA SR AR 0 B e s . AR
MR, S TR v T 299, WiidyT HBV &SR PD-1 /
PD-L1 (I, A7 BN BT A (1) 22 VDAl

3.8 HM&E-7

1988 4 Namen %575 N H B 88 K I35 7% R 40 ( LTBMC) kI IL-7 B8 3L
A B 4 AEK e TL-7 2 3 ph i R0 o 5 At o 2l () — Mokl a1, 7R R
LR, RGN, A SEAN BRT BETAEN as al A3 TL-7 . BEA AR
KO, IL-7 EHEIhAEZACEE B 1A T g 2E K A BT /EH . & sk B ik
EL 41 g A= R pre-B 3k B 40 B oAb s, A& T 41 M & 3458 S RS2SR BT 75 1
QMR T, B WA T N RIS R AT RN BRI AS BN 1 0 TL-7 B s bTRAE
SEPE T 40 SR LR 0 NK 40 B AT T 40 M2 M i 48 F S 7 e ] LA IR 50
Bfo Bl DA HUEIESE, SNEMEANER 7 25K CHB BFH RN HBV 3 &,
St HBsAg & s MG BRI 7 — @ Ve o YEFIBLEI AT Bt 51450 T 40 i %0
S HEGERR TR OC, (BRI RS R RS, & A R R TN
REJ), B H1&N HBV-DNA [IRFR, EAFFE—D0II. U EEIT R
M) 4, 75 2 I R E— 25T

MNES5RE

W 2 4005 A 4Bk, JUSCR TR, AR R VB A5 B (AR 2 — A
FRBEST . T RINTALAL AT AR ST . HBY A ] e S84
BRI T 07 AFET . WBHE 2T TR T A 2B, F A D3 4R B T R
A5 f BRI BetF A LR R 25, 75 B4 1 25400095 15 DNA. 1 —
TEAERHAES A NA Z0RK R (3TC) Bk, DB K2t T
BB, BOBHEE R — DU BB R R, LTI R
20 Gt L BZE TEAE TS RENS SCILI I ALy v, G WL 3497 9290 HBsAg
MWk, FEEER G HBsAg 4. HITFTE 2107634 % HBsAg 771
AR, HA R IR T IFN (0357, (AT BRI, Rk
SR 12%. LT S0 A5 f R CLBHE o A AL, A IEAERUROT R %
PR BV A: i RS 25 AR R PR BB o 254, J0h e
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2/ HBV B P HHATINA. %T18 E R AR HBV AL AR HLHT (KA A] 5l
SRVER, TERAITIRIT S8 R 1E R AEWE 2, REnl 2 AEH Tk
RGN 2. HBV HTAs Fr B AT 1 2 AE FIPLHI R 116 32 - e AR
R R ek, HorhAuds TLR WEh#], cIAP #5917, LTP 2B, Hsc70
kA, AanE 7 U LR A A A PD-1 / PD-L1 FH¥# |, H
Vesatolimod CL&REN T I AIGIRIRE:, A REGWATS, 0249 8RE T 5w
B R T5 fa B 5T LA A

JRVE R 22 11 B8 ) 25 ) AT g A A, BRI, AR IR RS Th IR A
MEL, il IR RES B SR R PIATIR 8. AR YT &g
P W — P L5, Bl ks Al HCV 3897 G L. 24k 224 &
NAs Ml IFNs G Va7 7 ZAHB R 259097 IR A W& 7 s e, IRz —7]
R RIS VRIT AL G BB TR 25 . v AT,  BEAE AS[RIE LR 2L 2
YImIR T K A, SR & RS KBl BN, ARG, BAT#H
REfE SIS . DAAs, HTAs 097 CRIHREVHIIAE TS BIEZ, HHRA
M7 AE 3 — R EAE I A A, O IR R e T R A AR v
J7 RN B E A, XL AT SRV L, AR R, ISR,
BAAECAH D (49 JH A A 0 P 240 P e ) R 2
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