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FEXT R, W16 CHB B I3 IL-17A [17.50 (11.99, 25.36) pg/mL vs 13.74 (9.07, 16.94) pg/mL, Z=—2.001,
P=0.045] . IL-21 [37.12 (23.85, 77.66) pg/mL vs 20.30 (17.90, 24.19) pg/mL, Z=—3.485, P<<0.01] KF-T} &,
IL-2[57.19(31.10, 79.92 ) pg/mL vs 73.06 ( 62.41, 105.84 ) pg/mL, Z=—2.509, P=0.012] /K-F-[&(%, TL-4[11.40( 5.79,
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WIvA CHB B I35 IL-17A . IL-21. IL-4 7K°F-5 HBV DNA SE& A (#=0.02. 0.23. 0.07, $ P>0.05) , IL-2
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W16 CHB 20 K% fd i o HA 26 1) i35 IL-17A ., IL-2., IL-21 /K FERA G245 L (¥ P<0.05) , HA ALT=300 U/L
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[ Abstract | Objective To explore the expression levels of cytokines in serum of treatment-naive chronic hepatitis
B (CHB) patients and its relationships with viral load and liver inflammation, so as to provide new ideas for dynamic
assessment of disease and prognosis of CHB. Methods A total of 68 treatment-naive patients with chronic hepatitis B
virus (HBV) infection, who were admitted to Department of Infectious Diseases of The First Hospital Affiliated to Naval
Medical University (Second Military Medical University) from Oct. 2018 to Nov. 2019, and 12 healthy controls were
enrolled. The expression levels of cytokines interleukin (IL)-17A, IL-2, IL-21, and IL-4 in serum were tested by enzyme-
linked immunosorbent assay (ELISA). Chemiluminescence method was used to detect HBV serological markers, quantitative
polymerase chain reaction (QPCR) was used to detect serum HBV DNA quantification, and automatic biochemical analyzer
was used to detect liver function indexes. Spearman correlation analysis was used to evaluate the correlations of serum
cytokines with viral load and degree of liver inflammation. Receiver operating characteristic (ROC) curves were drawn to
evaluate the efficacy of serum cytokines in judging liver inflammation. Results Compared with the healthy controls, the
serum IL-17A and IL-21 levels in the treatment-naive CHB patients were significantly higher (17.50 [ 11.99, 25.36 ] pg/mL vs
13.74[9.07, 16.94 ] pg/mL, Z=—2.001, P=0.045; 37.12 (23.85, 77.66) pg/mL vs 20.30[ 17.9, 24.19 | pg/mL, Z=—3.485,
P<0.01), the IL-2 level was significantly lower (57.19 [31.10, 79.92 ] pg/mL vs 73.06 [ 62.41, 105.84 ] pg/mL, Z= —2.509,
P=0.012), and there was no significant difference in IL-4 level (11.40 [5.79, 18.62 ] pg/mL vs 10.84 [ 8.05, 25.20 | pg/mL;
Z=—0.681, P=0.496). The expression levels of IL-17A in CHB patients with different disease courses were significantly
different (//=8.870, P=0.031). Compared to the patients with inflammatory inactive CHB, the serum IL-17A and IL-21 levels
were significantly higher (17.71 [ 12.25, 27.92 | pg/mL vs 16.51[6.29, 20.22 ] pg/mL and 39.29 [24.71, 83.19 | pg/mL vs 25.06
[19.37, 49.43 | pg/mL), the IL-2 level was significantly lower (57.19[31.10, 77.68 ] pg/mL vs 71.24[48.07, 117.39] pg/mL) (all
P<0.05), and there was no significant difference in IL-4 level (11.40 [5.94, 18.12 ] pg/mL vs 14.57 [ 3.12, 24.49 ] pg/mL,
P>0.05) in the patients with inflammatory active CHB. The levels of serum IL-17A (15.34[10.65, 25.04], 19.98 [15.55, 34.14]
pg/mL vs 13.74[9.07, 16.94 | pg/mL, H=10.061, P=0.007) and IL-21 (37.74 [ 25.06, 82.87 ], 51.74 [ 23.32, 83.82 | pg/mL
vs 20.30[17.90, 24.19] pg/mL, H=12.444, P=0.002) in hepatitis B e antigen (HBeAg)-positive CHB patients and HBeAg-
negative CHB patients were significantly higher than those in healthy controls, while the level of IL-2 (57.19 [37.45, 79.92],
37.45[18.32, 73.06 | pg/mL vs 73.06[ 62.41, 105.84 ] pg/mL, H=6.576, P=0.037) was significantly lower than that in healthy
controls. There were no correlations between serum IL-17A, IL-21, IL-4 levels and HBV DNA quantification in treatment-naive
CHB patients (r=0.02, 0.23, 0.07, all P>0.05), while the level of IL-2 was weakly correlated with HBV DNA quantification
(r=0.32, P=0.01). There were correlations between serum IL-17A, IL-21 and alanine transaminase (ALT) (»=0.59, 0.49, both
P<0.01), aspartate transaminase (AST) (»=0.47, 0.36, both P<<0.01) in treatment-naive CHB patients, while IL-2 and IL-4
had no significant correlations with ALT or AST (all P>0.05). There were statistically significant differences in serum levels
of [L-17A, IL-2, and IL-21 among the treatment-naive CHB group with ALT =300 U/L, the treatment-naive CHB group with
ALT<<300 U/L, and healthy control group (all P<<0.05). Specifically, the levels of IL-17A and IL-21 in the treatment-naive
CHB group with ALT=300 U/L were significantly higher than those in the treatment-naive CHB group with ALT<<300 U/L
and healthy control group (all P<<0.01). The level of IL-2 in the treatment-naive CHB group with ALT<<300 U/L was
significantly lower than that in healthy control group, while the level of IL-21 was significantly higher than that in healthy
control group (all P<<0.01). ROC curve analysis results showed that the area under curve (AUC) values of IL-17A and
IL-21 to judge the degree of liver inflammation were 0.893 3 (95% confidence interval [CI]0.793 0-0.993 6) and 0.760 0
(95% CI 0.622 7-0.897 3), respectively. Conclusion IL-17A, IL-2, and IL-21 are involved in the progression of chronic
HBYV infection. Regardless of whether HBeAg is positive or not or the degree of inflammation, the serum levels of IL-17A and
IL-21 in the treatment-naive CHB patients are increased, while the level of IL-2 is decreased. IL-2 has a certain correlation
with HBV DNA quantification. IL-17A and IL-21 are positively correlated with ALT and AST. Detection of IL-17A and IL-2
is helpful for disease assessment and prognosis.
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2 T EEE Y (B FERYE) H—HRE
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e (1) EBR=18%5 (2) fFE (MR
HF B ia 451 (2015 4ERT ) ) ' iy is b ofi .
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12 AR5k

12,1 mAARRE  REANGEE SAERHR
N GO R s JE I A 0 TE TR ik L 5 mL, & TS
PLEEE, 3 000 r/min &0 10 min (B OHLERE R
15.7 cm, RS2 50 2 AN I A A BR S m) A2 7
f9 L-1550 BUEG.0AL ), WL I T T A6 0 T2 BE |
HBV DNA i, 4 FR 4%

122 i 7% 28 f B F & 0 >R A ELISA il ) &
( 3 [# eBioscience 2~ F] ) A5 I IfiL 3 v 4 i A
IL-17A, TL-2, IL-21 FITL-4 7K, $RAE ™4 i 1R
AV BT,

1.2.3 HBV i & F a0 RIS AOGER
M HBV ML ArEY [ R F P hepatitis
B surface antigen, HBsAg) . IR FmEPTIA
( hepatitis B surface antibody, HBsAb) . & %I it
& e Pt Ji (hepatitis B e antigen, HBeAg) . & 7l
HF 4 e $iL 1K (hepatitis B e antibody, HBeAb ) .
2 B R B0 BT AR (hepatitis B core antibody,
HBcAb] , 7 & W A 3¢ [H Abbott 23 wl. & J]
qPCR ¥: K1 1.7 HBV DNA, &5 & [ %I
VEIEAEY) TR A A BRA R, B 45148 38 °C
5 min, 95 “C10 min; 95 ‘C15s. 55 C 50 s, 340
AMEI . AL B A S iS4 2R, HBV
DNA<5X 10° TU/mL N BT .

124 fapsedesranl SR HSL 7600 B4 H
Bl A Ak 43 B ASCRS: D I PN 20 R 5% 2 (alanine
transaminase, ALT) . KA MRFE =B (aspartate
transaminase, AST) /K, BH &M A FiERMEA:
Y TR ARAF . ALT, AST IEW S % (H LR
2 30 U/L,

1.3 %+ % & 2 )i H GraphPad Prism 8.0 }%
SPSS 25.0 FAFHATGL o0 M. BAES MR
YRR X5 2w, PIALI] ELBCR FHAMST AR AS ¢ 4
5 2RS0T BT BOR i A8 CF U
5, L) For, WAL AR ) Mann-
Whitney U K45, 2240 8] L8R H Kruskal-Wallis H
Krg . THECPRL LB & 4 8RR, SR
5. >R JH Spearman AH G/ B PEAG I3 40 it K1~ 5
s 73 28 et M IIE S RE AR B A AE OGP 1 ROC i
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PHYE CHB (WARETERRI . fseimahit] ) 32 ]

HBeAg FATEMSM: HBV B (WARARIG I . fuydeds
HiliH . ARG M HBsAg #54174R785 ) 6 il HBeAg
PECHB (BFRAFTE SN ) 25 ], HIEATOR UL 1,

12 foilft e xof B v 55 8 3. £ 4 i, ARHR Ol 22~
44 %, SFIAERS (33.25+2.30) ¥ . WA CHB 3
S et BB E AR (Z=—0.857, P=0392) FiE

SR RFEAT 40 . HBeAg FHYEIEPE HBV B (1 51 (=0.075, P=0.785) 2R G #5 X
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Tab 1 Basic information of CHB patients with different disease courses

HBeAo-positi . HBeAg- ti :
cAg-posttive HBeAg-positive cogeRave HBeAg-negative

Item chronic 14}11]3:\/5mfect10n CHB n=132 chronic P'IZBZ\;mfectlon CHB n=25
Agelyear, x5 32.801+7.46 33.34+7.71 38.671+11.43 42.48+12.42
Male, n (%) 3(60.0) 22 (68.8) 2(33.3) 21 (84.0)
HBsAg/(IU*mL ") >1x10* + <1X10° +
HBeAg/(TU-mL ") + + — —

lg(HBVDNA/IU-mL "' ),M(0,,0,) 4.70 (3.16,8.11)
ALT/(U-L™"), M (Q,, Op) 17.00 (16.50,25.50)  141.50 (68.25,255.50)  17.50 (14.00,28.25)  281.00 (138.00, 503.00)
AST/(U-L™ "), M (Q,, Op) 20.00 (17.00, 26.50) 67.50 (41.00, 103.50)  21.00 (17.75,25.50)  148.00 (79.00, 273.50)

+: Positive; —: Negative. CHB: Chronic hepatitis B; HBsAg: Hepatitis B surface antigen; HBeAg: Hepatitis B e antigen; HBV:

6.59 (4.93,7.70) - 537(3.91,6.25)

Hepatitis B virus; ALT: Alanine transaminase; AST: Aspartate transaminase; M (Q,, Op): Median (lower quartile, upper quartile).

22 fiFmp R -F AR KT LA WA CHB B
L7 IL-17A 7Kk 17.50 (11.99, 25.36) pg/mL, &
TR [13.74 (9.07, 16.94) pg/mL] , Z5H
iiteFE X (Z=—2.001, P=0.045) . #]i4 CHB
HBH T IL-2 /K 57.19 (31,10, 79.92) pg/mL,
I F{aBE X R [73.06 (62.41, 105.84 ) pg/mL] , %
SAG R E X (Z=—2.509, P=0.012) . ¥i4

ERAG I E L (Z=—3.485, P<001) . ¥
iH CHB S I3 IL-4 7KV 11.40 (5.79, 18.62)
pg/mL, fEREXTIRKI N 10.84 (8.05, 25.20) pg/mL,
MEZR LI 2FE L (Z=—0.681, P=0.496) .

PR [R) F2 11 CHB B8 S e RS AN ], ARAF

HE—25 X AR R R I A IR KA T T
iﬁc, S5R (R2) WA FE CHB 85 1Y IME IL-

CHB & 1ML3% 1L-21 /K-8 37.12 (23.85, 77.66 ) 17A FIEKFE2REG I F 2 X (H=8.870, P=
pg/mL, = TERETAR [20.30 (17.90, 24.19) pg/mL], 0.031) .

®2 AERTE CHB BEMBEMMEFRIZKTELLE

Tab 2 Differences in cytokine expression level in serum of CHB patients with different disease courses

(pg * mL™ "), M (Qy, Ov)
HBeAg-positive chronic HBeAg-positive CHB HBeAg-negative chronic HBeAg-negative CHB

Cytokine H value P value

HBYV infection n=5 n=32 HBYV infection n=6 n=25
IL-17A 9.95 (5.80, 17.66) 15.34 (10.65, 25.04) 10.19 (1.99, 21.58) 19.98 (15.55,34.14) 8.870  0.031
IL-2 55.01 (39.59, 74.91) 57.19(37.45,79.92)  100.63 (48.93, 144.51)  37.45(18.32,73.06) 6.913  0.075
IL-21 20.83 (18.25, 54.77) 37.74 (25.06, 82.87) 31.62 (23.64, 57.74) 51.74 (23.32,83.82) 3330  0.343
IL-4 12.47 (2.14, 20.05) 11.40 (6.87, 18.73) 18.08 (10.44, 35.22) 10.31 (4.33, 16.80) 2228  0.526

CHB: Chronic hepatitis B; IL: Interleukin; HBeAg: Hepatitis B e antigen; HBV: Hepatitis B virus; M (Q,, Op): Median (lower
quartile, upper quartile).
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HAETESIRA (HBeAg BHYEMEE HBV 8L |
HBeAg V£V HBV &y ) BEAHLL, RIAETES)
RE#EFE (HBeAg [HME: CHB., HBeAg BT CHB )
M IL-17A [17.71 (12.25, 27.92) pg/mL vs 16.51

(6.29, 20.22) pg/mL] F11IL-21 [39.29 (24.71,

83.19) pg/mL vs 25.06 (19.37, 49.43) pg/mL ]

KT . IL-2 [57.19 (31.10, 77.68) pg/mL vs
71.24 (48.07, 117.39) pg/mL] /KF T (¥ P<
0.05) , IL-4 [11.40 (5.94, 18.12) pg/mL vs 14.57
(3.12, 24.49) pg/mL] KF 2R ILG it 2F 2 X
(P>0.05) . HBeAgFH 14 CHB & % . HBeAg [H
£ CHB S IM3% IL-17A [15.34 (10.65, 25.04) .

19.98 (15.55, 34.14) pg/mL vs 13.74 (9.07,

16.94 ) pg/mL, H=10.061, P=0.007] fI1L-21[37.74
(25.06, 82.87) . 51.74 (23.32, 83.82) pg/mL
vs 20.30 (17.90, 24.19) pg/mL, H=12.444, P=
0.002 ] 7K - T RExT IR, IL-2 [57.19 (37.45,

79.92) . 37.45 (18.32, 73.06) pg/mL vs 73.06
(62.41, 105.84) pg/mL, H=6.576, P=0.037]/K
AR T BERT B, TL-4 [11.40 (6.87, 18.73) .

10.31 (4.33, 16.80) pg/mL vs 10.84 (8.05,

25.20) pg/mL, H=0.515, P=0.773] /K 2% % 1E
3mSR L

23 ML CHB &% hkmiol T2k 5 mAEH S

89k % WA CHB B H MG IL-17A, IL-21, IL-4
7KF-5 HBV DNA & f A G (7.=0.02., 0.23,
0.07, ¥JP>0.05) , IL-2 /K ¥ 5 HBV DNA & &
FELESS AR EME (7.=0.32, P=0.01) .
2.4 An4 CHB %% fo ik tm i B F &k 5 AR £ 02
AL E W ¥ 4 WG CHB B M IL-17A . IL-21
K5 ALT /K VA AE M Xt (7.=0.59. 0.49, 3
P<<0.01),1L-2 . IL-4 7KV 5 ALT /KPR r=0.09 .
0.07, ¥JP>0.05) . ¥Jif CHB &5 M IL-17A
IL-21 7KV 5 AST AKFAAAER G (7.=0.47 . 0.36,
¥1P<0.01) , IL-2, IL-4 /K *F 5 AST /K *F ¢ %
(r=0.06. —0.06, ¥JP>0.05) .

A BSE DL ALT 1E 5 (8 FBR A 10 %5 0 S BR A
%] CHB ¥ 73 h ALT=300 U/L £ (18 f4i] ) #I
ALT<<300 U/L 41 (50 4] ) , X2 [a] i) 40 it PR 5
KT L3, S5 a3 3 firs, ALT=300 U/L
¥4 CHB 4. ALT<<300 U/L %] 4 CHB 20 X i J¢
X HRZH [A) M35 TL-17A, IL-2, IL-21 K23 H 5
it & X ($P<0.05) , 3 4H [0 IL-4 K F 2 5
TGt X (P>0.05) . 5 ALT<<300 U/L ¥]
if CHB 21 S fHE et FRA1AH L, ALT=300 U/L 9136
CHB 41 IL-17A . IL-21 /K374 (3 P<<0.01) ;
55 {dt B 6 I ZH A [, ALT<<300 U/L %) ¥4 CHB 41
IL-2 KSFREAG . IL-21 AKSEFHE (35 P<0.01) o

®3 AEFHEXREREYE CHB 25 MEMMEETFRIEKFELLER

Tab 3 Comparison of serum cytokine expression level in treatment-naive CHB patients with different

degrees of liver inflammation

(pg ° mLil)a M (Q., Ov)

Cytokine  Healthy control =12 CHB with ALT<<300 UsL"'#=50 CHB with ALT=300 U*L ' n=18 Hvalue P value
IL-17A 13.74 (9.07, 16.94) 15.12 (10.43, 19.96) 32.86 (24.81,45.75)7 4% 27.557  <0.01
IL-2 73.06 (62.41, 105.84) 48.07 (29.14, 79.03)" 63.88 (56.47, 82.37) 8.581 0.014
IL-21 20.30 (17.90, 24.19) 26.43 (22.97,51.06)" 74.42 (57.58, 99.03)" 4% 21438 <0.01
IL-4 10.84 (8.05, 25.20) 11.94 (5.00, 22.07) 11.40 (6.56, 16.87) 0.480 0.786

"P<0.01 vs healthy control group; ““P<0.01 vs CHB with ALT<<300 U/L group. CHB: Chronic hepatitis B; IL: Interleukin;
ALT: Alanine transaminase; M (Q,;, O): Median (lower quartile, upper quartile).

2.5 i Aa R K-FF) BiAr i CHB & ATk X
JEAZ MR Ae AT LLALT IEH(E FRRAY 10 £
b, DR AERR B R AR B (SRR B MR E
1, RIEREMIRE R 0) , MIHFMIEHEFKFHH
SR AT 002K logistics M4 . ROC HZk 4t
50K, IL-17A FIHIE 5 RE F2 BE (1) AUC {H

0.893 3 (95% CI0.793 0~0.993 6) , IL-21 HIKiAT
JIE 98 REFEE 1) AUC {H>M 0.760 0 (95% CI10.622 7~
0.897 3) . ZHKI: LAk 2 R4 i N 1 A9 AUC fH,
GR VIR ER TG FE X (Z=—1.536, P=
0.938) . WKl 1.
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Lor i, S CDA' T KBTI A REI S IL-2 5030
0s T IL-21 EEAAA A B EL4IH. CD4”

FCDS " T bk ELAIIIRE PE, S e A 2%

06 L FIIAE, T 14 7 HBY F e i i HLA AL

E | AR, BT HBY LR, AT
SEHBV Frgeiie "™

o2 I/ 7 wawmesaarn AL R, AT HEHEA IR, P13

i IL-4 (AUC=0511 1, P>0.05) CHB B IMI% IL-17A . IL-21 KT8 (P<0.05,

02 04 06 08 10
1 —specificity
B miEgEREFkEHETYE CHB B3& AT E
2RI ROC BiZ
Figl ROC curve of serum cytokine level to determine the
degree of liver inflammation in treatment-naive CHB patients
CHB: Chronic hepatitis B; ROC: Receiver operating

characteristic; IL: Interleukin; AUC: Area under curve.

3 93t iR

CHB W R Im Ll B E 44, B AR E 4
B, {H H AT 9E S HBV 51 ) F e I 245
5 ECAE AN A M 0 0 3 A, L HBV A G
PR RBREERL T . HBV B S AR 3
VS R BT B, HBV 4551 CDS™ T 41
P Z YN R TR ARV, i CD4” T4
ff2 CD8 " T A0 ANk B 245 19175 F-45 HE 5 (G i it
A, CHB (& I A AE P4 CDS ™ T 4t
ASCLUFRATE 1 B0 AT LA B G o 1T S X A
SAE SN 5E L6 20 i R 19 43 0 5 A 1 1 T ik B
ARG A AT DG, TR PR, R ] 24 ]
TS5 G 4N i 1) FE IR TE T TC VA A A0 BRI B
CDS8" T £l T 42 38 sk 40 M 2 41 FH R SE R L 14 JHF
A, (A FE A PURTE DI RE R S W AR TL-2
TNF-o 2201 K T4 HBY Je PR gk fn il
CDA4™" %l B T 40 MY (helper T cell, Th) 7= 4= (1)
IL-4. IL-5 40 i I 12 815 B HBV 31451 e i
B B S IL-17 H Th17 F=2E 4, B
TRARTIRE, e K ARE SR RER SE R 155 A i
JEAREIE T 22 G AE P F o I 5, X246 AR R ik sh
FIFFRAE T IL-17, #81 IL-17 36 1k 89 1F S 5t
A5, AN CHB 485E RS IFAE AT LT 4646 5
IL-2. IL-21 FIIL-4 [7l)& T IL-2 K%, 1F CHB J&

P<0.01) , IL-2 /KFFEAL (P<<0.05) , 1 IL-4 /K
T2 G AR L (P>0.05) . HBeAg FTE
CHB % . HBeAg [HVE CHB & S X IR E 3
F AL IR T IL-17A IL-2, IL-21 K25
YA g2 X (¥ P<0.05) . HBeAg 5 HBV
DNA 14 A W B P47 R, HBeAg FHTEE &
TR T 48 995 28 5 1 O S RS e iR fy T SR
5 A DGR B b, P0G CHB S I
IL-2 7KF-5 HBV DNA E s AF7E T A (7=0.32,
P=0.01) , #&RHE&IAAR T HBV & i,
TEtg M HBV @i [ AR R, — Bk At
TR, BEI R IR, e, i A HBeAg
BF 4 0 E 16 Sl 4 1 RS R e R B IR, A
P HERE AT LU, 5 R4 A58 4 1 e 2 it it
i E T PE RN SRR . AR A RN, W)
16 CHB B & L7 IL-17A, IL-21 /K°F 5 ALT, AST
K FEAE AR e (¥ P<0.01) , MiIL2. IL4 5
ALT. AST /K-FICHH BAHSCHE (41 P>0.05) .
HIZI 2B EA W B ERREE T SER, =
Ji. BEGkZ . @K, fFEALT M/ 8 AST R &
SRS Th i, R A ALT Fi AST KIE FH i, 3878
T A 6], P AT A [ R R R . AR
W, ALT B7KF (ALT=300 U/L) ZH#)i5 CHB &
H MG IL-17A IL-21 7KV i TR B KAk
F (ALT<<300 U/L) 4 (34 P<<0.01) , TifR/AKF
( ALT<<300 U/L ) £H IL-2 35 7K A -1t B %o B
H (P<<0.01) . IL-21 /K- THEREXT i (P<
0.01) , 34 IL-4 K V2R L2 L (P>
0.05) . X 5REAMFFES RAAF, 2R IL-17A,
IL-21 FIL-2 Xt CHB fi5 32 G 8 i i HL A 8 22 14 14
TAER . —J i, IL-17A 33 2k n AT 2Rk
PEER S A B e Y, fE CHB B I
19 2R KT BRI T T RS > IL-21 K
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(715 S 18k CHB HUR AT A A %,
g A5 HBV &2l f2 i HBV B B P i
WIS R 550A2Y . 55—, IL-2 $Ed
RS T T A0, FRARAFZZU CDS T T 4
O A N i A A i P e e W R 32
SRR L T IL-4 ZEABESE TR I AR
HBeAg FHM: 5 75 SR 4 T 28 2 i, 22 R0
gt X, SRR A A D TRl
REAEA BF9E L], CHB M T h IL-4 197K Pk
TARRRG AR, (AR Z BN 2R YT 5 IL-4 KF
A 455 AL R HBV DNA & 8= R K Y, BA R
£ W IL-4 7] G T HBV @™, ik
IL-4 7£ CHB " BYVE I e 2L — 0o

ROC Mot 3 R, IL-17A FI Wi Tk 52
iE P2 Y AUC 18 0.893 3, TL-21 W7 T JIE 48 4iF
FEEE Y AUC {E A 0.760 0, HAT 8RR, $Em
TL-17A FTIL-21 75 W I 2 0 A 8 i EL A A v
AR DR FH B

Zg b F ik, IL-17A. IL-2 f11L-21 & 5 CHB
(YRR YL AR S ey AL, IL-17A FIL-21 5
B ISR R B UM G, 7E— R ]
B JH 240 B A5 1 10 AR AR AE — 2 14 JR B 1k -
(1) ABFE RIS, AR B B i 27 R,
AN BE A ED, JUH O HBeAg [ 12 14 HBV
G 5 B, S5 RV REAETEMm R  (2) K3
SRV R E R R A Ak, SRR L
TSR Lt . AR R 5T 56 UE 40 i [ F #E CHB
R AR A P B AR .
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