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(HBV-ACLE) B Ry RAB BN HIGIRE L,  Fik  ERIEECEFR (CHB) B3 47 £, Z JF i fk (HBCO) &
F 50 0], 12 M 2 B R A OE ACLF(CHB-ACLE) 3% 42 il LA Ko 2 AT 8 Ak AR 3¢ ACLF(HBC-ACLF) 3 45 ] , [7] i 1
B 20 ) 4 B A Ao 2 Ay 4 e % B CHLC) o R 42 A 3l 2R Ak 43 Bt A0 2 BF 9 % 52 0 JHF D 48 A 5 3 =X 40 i R (FCMD A
Treg LA K CD8™ T 4 g b 451 , % JFI 1t 56 40 28 W% BR300 2 92 CELISAD A6 41 J& 1fin w5 4k A= K B 7 BCTGF-R) . A4 & 10(1L-
10) . ZE fL. Z (Perforin) F1 Bk i B(Granzyme B) Y 335 7K F , 3% H Pearson BT 58 %1 42 Treg #1 CD8 ™ T 40 it L M #H
KM T SIS R A E, &R CHBAEFH Treg(8.84+0.77) % KA =40 [N ¥ TGF-B(70. 25+ 11. 58)
ng/mL Al 11-10(6. 0341, 40) pg/mL 7K . & & F HC 41 (¥ P<C0.05), [Al A} CD8" T 41 g (32. 64 5. 26) % e HAH &
Z0 L [ Perforin(69. 65+ 11. 95) pg/mL Fll Granzyme B(37. 5143, 71) pg/mL /KF78 B F 5 T HC 41 (¥ P<C0.05) ;1
CHB-ACLF 4H i # Treg(5.52+0.69) % KM &40 N F TGF-R(51. 57+10. 35) ng/mL F1 1.-10(3. 28+ 1. 05) pg/mL
IR i 2K F CHB 41 (¥ P<<0.05),{H CD8" T 413 (36. 94 4. 94) % Jz FoAH 5¢ 41 g B F Perforin(71. 91+13. 10) pg/
mL Fl Granzyme B(97.5348. 93) pg/mL /K 8 F & T CHB 41 (¥ P<C0.05), HBC 41 /% Treg(8.15+1.13) % M H
KA L AT TGF-R(75. 19415, 54)ng/mL Hl 1L-10(5. 85+0. 74) pg/mL /KF B E & T HC 4H (¥ P<<0.05) , [[@if CD8 ™"
T 41 (33. 6044. 00) % K HAH 4 s T Perforin(60. 104+9. 21) pg/mL Fl Granzyme B(41. 61+5. 06) pg/mL /K 7R
WEET HC 4 (Y P<<0.05) ;7 HBC-ACLF 4 % Treg(4. 7240. 78) % K AH & 40 s ] ¥ TGF-B(46. 8447, 80)ng/
mL Fll TL-10(4. 2441, 22) pg/mL K i K F HBC 41 (3 P<C0.05) {4 CDS" T Mg (42. 57 4. 68) ¥ J H:AHH 5 41 ifg
HF Perforin(74. 21412, 51) pg/mL Hl Granzyme B(88. 89+ 9. 61) pg/mL /K ¥ [A Kt B F & T HBC 4 (¥ P<<0.05).
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FE R SRR S& T CD8 ™ T 40 i K 41 i I F /K - 5 IF Zh#8 AR B AR SE (3 P<C0.05), 4518 Treg M1 CDS™ T 41 &%
HANEKN 77 HBV-ACLE BE b & 4 53 AR, Treg KH AN M X 7K F 5 95 6 7™ 2 78 2 A S M1 56 . CD8 ™ T 41 g & H:
0 IR T K- 5 5 0 7™ AR B IE A OG . HBV-ACLF & Az, Treg XF CD8™ T 41 i T A 14 10 1 7 FH 0ok 55 . I i 51 72 A9
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Changes of Treg and CD8" T cells and their related cytokines in peripheral blood of patients with different
types of HBV related acute-on-chronic life failure
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C\Te) | Objective  To explore the expression changes and clinical significance of regulatory T cells (Treg) ,CD8" T
cells and their related cytokines in patients with hepatitis B virus associated chronic and acute liver failure (HBV-ACLF).

Methods 47 patients with chronic hepatitis B (CHB) .50 patients with hepatitis B cirrhosis (HBC),42 patients with
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chronic hepatitis B related ACLF (CHB-ACLF) and 45 patients with hepatitis B cirrhosis related ACLF (HBC-ACLF)
were selected,and 20 healthy persons were selected as healthy controls (HC). The liver function indexes of the subjects
were measured by automatic biochemical analyzer, the proportion of Treg and CD8" T cells were detected by flow
cytometry (FCM) ,and the expression levels of transforming growth factor (TGF-$) ,interleukin-10 (IL.-10) , Perforin and
Granzyme B in peripheral blood were detected by enzyme-linked immunosorbent assay (ELISA). Finally, the Pearson
method was used to analyze the correlation between Treg,CD8 " T cells and related cytokines and liver function indexes.

Treg (8.8440.77)% and its related cytokines TGF-B (70. 25+ 11. 58)ng/mL and 1L-10 (6.03=+1. 40) pg/mL
in CHB group were significantly higher than those in HC group (all P<C0. 05). At the same time, the levels of CD§™ T
cells (32.64745.26) % and its related cytokines Perforin (69. 654 11. 95) pg/mL and Granzyme B (37.51+3. 71)pg/mL
were also significantly higher than those in HC group (all P<C0. 05);Treg (5.52+0.69) % and related cytokines TGF-
(51.57%+10. 35)ng/mL and 1L-10 (3. 2841. 05)pg/mL in CHB-ACLF group were significantly lower than those in CHB
group (all P<C0.05),but the levels of CD8" T cells (36. 9444, 94) % and related cytokines Perforin (71.91+13.10)pg/
mL and Granzyme B (97.5348. 93) pg/mL were significantly higher than those in CHB group (all P<C0. 05). Treg (8. 15
+1.13)% and related cytokines TGF-B (75. 194 15. 54) ng/mL and IL-10 (5. 854 0. 74) pg/mL in HBC group were
significantly higher than those in HC group (all P<C0.05). At the same time. the levels of CD8" T cells (33. 6044,
00) % and related cytokines Perforin (60. 10 = 9. 21) pg/mL and Granzyme B (41. 61 £ 5. 06) pg/mlL were also
significantly higher than those in HC group (all P<C0.05); Treg (4.72+0.78) % and related cytokines TGF-8 (46. 84+
7.80)ng/mL and 1L-10 (4, 2441, 22)pg/mL in HBC-ACLF group were significantly lower than those in HBC group (all
P<C0.05),but the levels of CD8" T cells (42. 5744. 68) % and related cytokines Perforin (74. 21412, 51) pg/mL and
Granzyme B (88.89+9. 61)pg/mL were also significantly higher than those in HBC group (all P<C0. 05). Correlation

Results

analysis showed that the levels of Treg and its cytokines were negatively correlated with the levels of CD8" T cells and its
cytokines, the levels of Treg and its cytokines were negatively correlated with liver function indexes, while the levels of
CD8" T cells and its cytokines were positively correlated with liver function indexes (all P<C0.05). Conclusion Treg
and CD8" T cells and their cytokines changed significantly in patients with hbv-aclf. The levels of Treg and its cytokines
were negatively correlated with the severity of the disease,and the levels of CD8" T cells and its cytokines were positively
correlated with the severity of the disease. When HBV-ACLF occurs. the inhibitory effect of Treg on the function of
CD8" T cells is weakened, resulting in the enhancement of pro-inflammatory response and the weakening of anti-
inflammatory response, which may be an important factor mediating the pathogenesis of HBV-ACLF.

CEAGD B Acute-on-chronic life failure; ACLF; Treg; CDS8;cytokine

180 & M AT 3 3 Cacute-on-chronic liver failure,
ACLF) & 48 76 45 Pl 12 M - L il b & 2 20 2 6
FACEE AT PR A 28 B R ThBE 5538 , % 90 d IR AL
SRR 60 Y0 ~70 %0 » 2 — Fffo 17 B DXI B 19 16 R 2k ~7 2
AR ARG LR A A ], 3R] 43 O AR B A Ak B
JFREAAR G ACLF., 7E3KH, ACLF &5 JF g h
W W 26 R, Hob L HBV M % ACLF (HBV-
ACLE)JU Ry % UL, 2 15 JIr A5 1 32 98 & 90 R 18 70 % LA
B, HAT. 3R E 8 P 2 BT 4 (chronic hepatitis Bl
CHB) 8 # 350 JE K. By iR 2 AT 4 8 5E Ak /9 I IR T
YE+ 43 =g, B AR R HBV-ACLF &% HL B A
FAEEMIGEE X, KT ACLF i & 5% L i A&
53 2R G0 b B A (E A5 5 10 2 S K A5 E ACLF ()
KRR B BRSSO . BRI R, BT R
JHEVE R Treg M40 M % X 5 /E Y CD8 ' T 41
i 5 ACLF 0y A& 9 HA A 5GP, {5 350 7 F 41 i 76 A [\)
HBV #H 2¢ % 95 i#F J& B B BiF 3 ACLF o 19 B 52 1
AT RS A Treg A1 CD8 ' T 41 ifg K H: 41

A48 CHB #3¢ ACLF(CHB-ACLF) 1 Z, fif i i
1k Chepatitis B cirrhosis, HBC) #f ¢ ACLF ( HBC-
ACLF) P 2 #Y £8 55 A0 A i v () 222 DLAR R Treg
1 CD8 " T 41 fitd S H 40l it X -7 76 HBV-ACLF 1] fig
0 IR EN .
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1 HRIK

VEHL 2020 4F 12 A & 2022 4F 1 H TR #EER K
P — W R EREI2 B CHB B 47 ], HBC # %
50 ], CHB-ACLF 3 42 ] LA &% HBC-ACLF ¥
A5 i, A A R BT R HE 2 R G AL IR T 2
CHB.HBC DI} ACLF & . HEBR br . & I B5 IR
95« TP PP Ol S QB P 0 3 5 BB IV R R G
SO A B IE 5 B I IR W R AR LA B HE At ™ o Jek e
s Pi-HIV FPEES I 3E HBV Ry 45, [ i % B
20 {91125 A fele e 2 O 4t B X IR CHLC) o A BT 5 358 i
P Bl 27 5 — B I s B 48 BE 25 B & B AL ME (R HIE .
20200320-21) , [A]BF & 3R 15 4= 0 28 25 19 01 [F) 22
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2 HiE %1 REXE HBV-ACLF 8% FF 1 B 4 H ¢

2.1 ARARE  BE ARG TR I R, O
TR H W R 58 3k A R A A R A FR AR A R Bt
BRI 5 mL, P HE 2 mL 41 T4 H NAER
AN AR, F 4 3 mL 41 LL 2 000 r/min &0 10
min JFBUMIK E T —20 CHRAF,

2.2 AER@mieAREn pRHER 100 pL EiRECH
M SZ 3 L, & IMAN 2 ng FeR BHI I (Hu
Fc Block, 564219, BD Pharmingen), % & % & 10
min; 7 J1 50 A Anti-human CD3-PerCP-Cy5. 5, CD4-
FITC.CD25-APC 1 CD127-PE Hi &4 Treg W #E,
Jil A Anti-human CD3-PerCP-Cy5. 5 1 CD8-APC-
Cy7 UK CD8™ T 40 i 7 . = I & 20 min; Il
LT A0 245 K (o Absin) FEIR LN 5 min, 75 3
— K5 T 28 40 2 A (FACSCanto, BD) % , ¢ 2 52
X CD3" CD4" CD25" CD127 40 ffi i Treg #H i,
CD3" CD8" 4ifii>h CD8™ T 41 Md . T 47 i Xy ik 5 1
HEE BD A,

2.3 @mie BT Aw SR AR 0 KK 5
(ELISA) 3 # Wl ifl # TGF-B. IL-10, Perforin #l
Granzyme B 28 40 R 7K 3 . 40 i R A 0 i 75 & 34
W B bW A Yy, i BEAR X (Thermo Fisher, F1-
01620 Vantaa,Finland) 0 A5, {8, # 86 br fE th Ze 31
SR 24 DR R T B

2.4 Hoaeal RHA2 AP K Cobas8000 A1k
gy M AR W am R ON R ( alanine
aminotransferase, ALT) , K& & B2 ¥ & i (aspertate
aminotransferase, AST) . s iH 41 & (total Bilirubin,
TBiD % DI RE 48 br .

2.5 %ZiF o KA SPSS 26. 0 HAFIFT S
0T TR BORME TEAS S A HJy 22 55 I R pR
% (x b ) Fom AT P SLREA B ¢ KB 5k 7 224047
THECFBER B 8L (o) SEAT 438 4 R) LR BCR F X° f
o ML Treg 55 CD8' T 4 g K 441 fifd A
TSR, DL & HBV M ACLF H ¥ Treg Hl
CD8" T S H 2 X+ 5 45 D46 A Z 18] i A DG4k, DA
P<<0.05 hERBAAGIFEL,

# =X

1 AEZE HBV-ACLF EE BI85 R L&
HC.,CHB, HBC, CHB-ACLF #l HBC-ACLF 5
HEH B ALT AST K& TBil % FIi$8tr2: 544 H
Bt L (¥ P<0.01);5 CHB HAH L, CHB-
ACLF %0 ALT.AST K TBil # @ & & (3 P <
0.01) ;5 HBC 4H#4H b, HBC-ACLF 41 ALT.AST
TBil B EFEW & (X P<<0.0D)(FE D,

Table 1 Liver function indexes in patients with different types

of HBV-ACLF

7 PN e e ALT AST TBi
Gop 2 X (ts,4)  @is,UL GEsUL) Gtsmol/L)

Male Female !
HC 1010 28.87+3.08  26.28+13.26  20.1248.26  12.83%5.70
CHB 35 12 34.43+8.23  205.46545.62 1358543704  143.27429.79
HBC 40 10 37.7245.66  264.90+42.06 179.11+29.83 136.92+12.20
CHBACLE 37 5 41211123 680.56+156.73 447.33485.43  342.37497.%6

HBC-ACLE 38 7 47.33%8.29  682.13+154.27 4610446891 35477412047
)5 A Gy = 13 346, P <0, 055ty =33, 5234 app = 275, 20042 gy = 439, 478,
fpy =135.309,5 P<0. 01, b)CHB il CHE-ACLF P41 58 1y gy = 2. 665, P >0, 05 141 =-6.
1700t gy =-18.902, £ np =21 787, £y =12, 744,89 P<0.01, ¢)HBC F HBC-ACLF F{ ] H % ,
Lpey =0. 318 P>0,035 ¢ 4z gy =-6. 6382 pp 1 =-17. 56341 g7 =-25. 3872 gy =-12. 075, P<0,01,

2 A[EZE HBV-ACLF £& 5ME M Treg 71 CD8™ T
40 B 7k F bb B

HC.,CHB, HBC. CHB-ACLF I HBC-ACLF 5
2R LB AN AL Treg 1 CD8™ T 41 Jifd /K - 22 57+ .
HYit#E L (¥ P<<0.01); 5 CHB 441 t, CHB-
ACLF 4 Treg 41 /K - 1 3 F B, CD8 ™ T 4l Jifd /K -
W A4 P<<0.01); 5 HBC 4 4H 1, HBC-ACLF
4 Treg 4MAE/KF 3% F . CD8™ T 40 M /K i % b
T (¥ P<<o. 0D (E 1. 2. 2),

% 2 A [E%%E HBV-ACLF £&MNEM Treg % CD8™ T 48 fi 7k F
Table 2 Levels of Treg and CD8 T cells in peripheral blood
of patients with different types of HBV-ACLF

215 Group Treg (;i—_\',%) CDS'TT (;iSv %)

HC 6.7841.51 26.7613.83
CHB 8.8440.77 32.64+£5.26
HBC 8.15+1.13 33.60+4.00
CHB-ACLF 5.5240. 69 36.9444.94
HBC-ACLF 4.7240.78 42.571%4.68

TE:a)5 o) WA o 1y, = 152. 571t 4 =51 267, P<<0.01,
b) CHB Ml CHB-ACLF P 20 ] 4% £ 4,0, = 21. 218 £ ¢pg 1 7 = — 3. 9665
¥ P <<0. 01, ¢ HBC fl HBC-ACLF ¥ 41 8] bt %, ¢, = 17. 423,

(. =-—10.082,% P<0.01,
CDs T

HC

ssc

CHB HBC

cp127

CHB-ACLF HBC-ACLF

3
|

cD2s

B 1 WA AREZEE HBV-ACLF & 5ME M Treg 41 il /K F
Fig. 1 Detection of Treg cells in peripheral blood of patients
with different types of HBV-ACLF by flow cytometry
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P Perforin B 5 AH 5 , AH S 1L 58 B O 55 A 5C (- =-0. 241,
P<C0.05) ;5 Granzyme B Al 1 AH 3¢ , A G 58 JF S o
K (r=—0.679,P<C0.05) (] 3),

CcD8
0

A i e
]| — | o e
AR

2 RRAMARKRNARELEE HBV-ACLF £&5ME M CDS™ T ARk T
Fig. 2 Detection of CD8™ T cells in peripheral blood of patients
with different types of HBV-ACLF by flow cytometry

3 AEZE HBV-ACLF £ & 5ME I Treg #1 CDS™ T
6 5% 40 B B F K S L B

HC.,CHB, HBC, CHB-ACLF #l HBC-ACLF 5
H O F &, A A I TGF-B. IL-10, Perforin #il
Granzyme B /K- 22 5 B et 28 L (3 P<<0. 01) ;
5 CHB 44 t, CHB-ACLF 40 TGF-B #1 1L-10 /K%
B FBEAK, Perforin Al Granzyme B 7K 3 8 3 3 5 (3
P<C0.01);5 HBC 4 #f k., HBC-ACLF 41 TGF-8 fl
1L-10 7K 3 &t &A%, Perforin A1 Granzyme B 7K F i
FHEE(P<<0.05)(F£ 3),

* 3 AEZHEE ACLF £&5MEM Treg & CDS™ T X M E F 7k F
Table 3 Levels of Treg and CD8™ T-related cytokines in peripheral
blood of patients with different types of HBV-ACLF

415 TGF-B 1L-10 Perforin Granzyme B
Group (ng/mL) (pg/mL) (pg/mL) (pg/mL)
HC 15.22+3.22 3.38+1.15 54.32+13.84  26.81+4.49
CHB 70.254+11.58  6.034+1.40  69.65+11.95 37.5143.71
HBC 75.19415.54  5.8540.74 60.1049. 21 11,6145, 06
CHB-ACLF  51.57£10.35 3.28£1.05 71.91413.10 97.53£8.93
HBC-ACLF  46.84+7.80 4,2441.22  74.214+12.51  88.8949.61
W ra) 5 41D H B (rgp, = 129, 138,251 = 54, 789, Lpugo = 16, 287,
! Gransyme B — 829, 061 4 P<<0.01, b)CHB #l CHB-ACLF i 41 i) H 4% rGrp =
7,984 4ty 10 =10, 406+t peygorn =-0. 850+ L ramyme 1 =-40. 561,25 P<0, 01, ©)

HBC 1 HBC-ACLF 5 4L 18] LE & 1 pgpp = 11, 402024y 15 = 7. 699+ £ peygorin = 6.
30152 Granpyme 5 ="29. 534,39 P<C0.01,

4 HBV # ACLF 2% Treg R EAMEFS CDS™ T
T H 4 B B F B9 4 k1

Person #f 3¢ % 43 #1 8. 75, HBV-ACLF & 4} 8
Il Treg 5 CD8 " T 4l il 7K V- Ji 5 FuAH 56 , AH G P 5
JE A H SRR E (r = —0. 587, P<0.05), TGF-B 5
Perforin A% it A 5¢, A1 3¢ P 38 B B 55 40 56 (r = —
0.239,P<C0.05) ;5 Granzyme B i 7 AH 5% , A 5 P am
FEN WA OE (r = — 0. 677, P << 0. 05), IL-10 5

B 3 HBV B ACLF £&4MNE M Treg #1 CD8™ T
REABMEFHEXYE
Fig.3 Correlation between Treg,CD8+T and cytokines in peripheral
blood of patients with HBV and ACLF

5 HBV #1 ACLF £ Treg.CDS' T R EMHEF5
BF Ih 5 AR B9 48 < 14

HBV #l ACLF &M Il Treg.CD8" T e HAH
SR F 5 45 T T AR AR A A &M e M R . CDS T T
2 g S AR O A1 B R 5 25 D48 A5 BUIE AR G, Treg
N A B PR 5 45 FF D048 A B8 AE DG (24 P <20, 05)
Hrp, Granzyme B /K54 1T Dy 48 b5 09 1E AH 5C 5% B i
Kr=>0.7), Treg H MKV 5 & Dy 48 b5 1A OC 58 B2
BRKG<0. D (H 4,

0.8
ALTH o529

0.4
AST o052 0

-0.4
TBil= 0537

-0.8

o‘%& & O
9 Q% ﬁ

& Q
Q ’
&Y

4 Treg CDS™' T 4R H 4 M F 5 BT Th 5 AR A0 48 % 1
Fig.4 Correlation between Treg,CD8+ T cells and their cytokines
and liver function indexes

g R
ACLF & —Fh BAG ™5 H &2 22 Ik ROAE 155 B9 BT IE &
Gege . HET, 40607 B KA R ACLF $0% 19 &
i ML AN [R] , 32 222 K R R TR] [ % F0 s X 8] ACLF fY
YRR AEAE 22 R, 7R oK E F R HL X, ACLF 1Y
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PR L il TR HBV SR Ye, Li &5 B0 g8 £ 0.
HBV H¥0% & HBV-ACLF &% ) 85 K, 1K
N S5 KB 52 0T M 2% IE 2 — A DX e g AR
B 2R E A RS R SR AR Me . DC R T 4
M4 2 5 ACLF fygem et . BA B s, 78
HBV B & B R e A O fE T CD8 ' T 48
HL A A AR X HBV B35 BR 1 Treg W 671 58 % 4 5E
SO P A2 T R0 TS T e A K 7 K B g R A 4R T
JE -7 #E HBV YL fil ACLF & A4 vh H A7 & EAE
i R

FERESE HBV 19 & HL & 3, LR EE X HBYV
FEAE AR S CDS T T 41 AE 7 bk HBV 9 [R] i 7= 2
(14 1 B S 28 5 B3 405 X 1E 55 T A 4065 4 1) R i S 2%
ZA ., BiFE HBV G520 52 0, 350 o0 AR S vk
ELAN S e R AL 2L 20, S BUF RS B a4k 5
RAE R NMENY . A B L KOE HBV 9% 8 2%
nl BE A SR E A0 A G e T RE S AL 4 AR
CD8 ™ T 20 ifd 2k J3 3% b 25 5 BOFF IE A E S5 I 3 58, 31X 5
HBCHW &4 . ERAEEELR ., Axdh S
CHB ¥ Mt ,CHB-ACLF 3% CD8" T 4 i /K -
# 7.7 HBC 5 HBC-ACLF % bt 77 76 41 7] 10
A4k AR Al BEAE HBV-ACLF & 4= if i T #FAE HBV
R TR LB R T ML AR R HE L A R
etk gAML Treg 32 4% Flt 58 i AAC P 19 98 35, ]
Gy WP A AN PR 7 A B 3 2o 40 i ARty 2
il DI BE » P-4 LA 08 5 i S I, A 5 Bt R DI 6g , LA
SCELHLAAR (Y S O i A AR 8N A BF ST CHB-
ACLF 5 CHB B &M L. 4 I Treg 40 i /K F i %
TBE.fE HBC 5 HBC-ACLF (3% o 77 75 28 o 728
fb. #/8 HBV-ACLF & 4=} Treg XF fFHE R AE 2 i
00V 980555 5 DTG (14224 0 T PR IE 4 4 S g . Bk Ah
5 CHB B E M ,CHB-ACLF & MEH T Treg MK
MK 7 TGF-B Al 1L-10 7K - i & 3 B A% . i CDS”
T AAH M [F F Perforin A1 Granzyme B & 3 F+
&L [FRETE HBC 5 HBC-ACLF 3% h o 77 76 40 g 5
TRk, B A F 55 £ WL 7612 Pk HBV &
PeFh  TGE-B Al IL-10 Rk T, F 22
HF CHB B HLIK Treg /K FAE &, 78 9% 7 J&
e, Perforin #l Granzyme B 382 i 4 7% 19 CD8”
T 4040 L R 72 HBV-ACLE 1 Treg il
CD8 " T 2 1 ) i K - 4 36k 20 W] BB I T 48 Jf 7K 7 1
FER S 2R . MEHE S HT iR . Treg 5 CDS ™ T 41 i
I A7 7E M A 2C 56 R, [ B Treg #H ¢ 4 g H 7
TGF-B Ml 1L-10 /K F 5 CDS™ T 40 g 4 5% 40 g X+
Perforin #1 Granzyme B JRfETE i PEAH 252 & . Luan
SRR R Treg 7 ACLF B9 v B AT B R AE

o BN Ky, Treg St Ml CD8 ™ T 4 Jifd i) 34 58 K&

T RE 4%, 5T 2 40t JHF I 2R AE I 1 AT 0 8 5 1Y

YEFT. 23 HT Treg Fl CD8" T 40 i Jz He 4 g N 1 5 4%

JFIIFEFR Y SEFR s Treg KILANMI A 5 & 1T D48 45 i

TG, M CD8 ™ T 40 g e H 40 i Y 7 5 4% IF D 458 b

JEMUEADG . EHARH EME,. 7 ACLF & ALT,

AST K TBil 55 A1 D148t t BE % 149 i = 1 23 3 44

It BOR Treg KOV 5 I 58 5 50 7™ 5 B R 1

G, T CD8" T 40 il /K F- 5 T g 5 950 ™ = P 2
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