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(¥ ZE]EM8 . NGB M AR B R HIRITI8 M OB R FHEH # (chronic hepatitis B virus carriers, CHBe) (99755, A
CHBe BIRITHAMESS . 3% 90 CHBc 61 I 525640 | 12 1 2 UK (chronic hepatitis B, CHB)30 {1 A FHME X FRZH, {8 A
30 454 IE % %) HE (normal control,NC)41, CHBe 401 CHB 4% BER 359697 24 T ,NC AR EZATIRIT . RIS
B RFIEYT 24 JAJSIANRINFEAS  Treg Th17 4R A T 2R A CGHEA AT, 1 4B A K (interleukin, IL)-10 Ak AE KA
%(transforming growth factor, TGF)-B1 #1 1L-17 TR FH TEREBR G s W BFF 4G 25 R VRY T R ,CHBc 21 (18.58 + 10.79) Treg/
Th17 FUAE# NC 2H(6.26 =3.29) .CHB £H(2.68 = 1.39) 5 (P=0.000) ,NC 20 X4 CHB £HH 25 (P=0.000), B#KF1457 24 JA)E,
CHBc .CHB 41 Treg/Th17 HE 34 A% (P=0.000), H. CHBe 2H (6.60 = 5.27) % NC #41(6.26 +3.29) .CHB £H (1.09 = 0.72) & (P=
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Immunological observation of the efficacy of entecavir antiviral therapy

in chronic hepatitis B virus carriers
Long Ling,Yao Yunqing, Wang Yan, Jiang Ying,Chen Xuexia,Long Qin,Zhang Qingxiu,Yan Chengguo
(Department of Infectious Diseases ,The First Affiliated Hospital of Chongqing Medical University)
[ Abstract]Objective : To observe the efficacy of entecavir in the treatment of chronic hepatitis B virus carriers(CHBe) from the im—
munological perspective and to provide the basis for the treatment of chronic hepatitis B virus carriers. Methods ; Sixty—one chronic
hepatitis B virus carriers were enrolled as experimental group,thirty chronic hepatitis B(CHB) were enrolled as positive control
group, thirty healthy people were enrolled as normal control (NC) in this study. CHBc and CHB groups received entecavir for 24
weeks , while NC group did not receive any treatment. Peripheral blood samples were collected before and after 24 weeks entecavir
treatment. The frequencies of Treg,Th17 cells were detected by flow cytometric analysis,and the levels of I1L-10,TGF-B1 and 1L-17
were detected by enzyme-linked immunosorbent assay (ELISA). Results : Before treatment,the ratio of Treg/Th17 in CHBec (18.58 +
10.79) group was higher than that in NC(6.26 +3.29),CHB(2.68 + 1.39) groups(P=0.000),and NC group was higher than CHB
(P=0.000) group. After 24 weeks entecavir treatment,the ratio of Treg/Th17 in CHBc¢ and CHB groups decreased (P=0.000),and
the CHBc(6.60 +5.27) group was higher than that in NC(6.26 +3.29),CHB(1.09 £ 0.72) groups(P=0.000),and there was no sig—
nificant difference between the NC and CHBc (P=0.986) groups. The ratio of Treg/Th17 in CHBe (r=0.827;r=0.353;r=0.391) and
CHB (r=0.826;r=0.529;r=0.580) groups were positively correlated with HBV-DNA ,HBsAg and HBeAg(P=0.000). Conclusion : En—
tecavir can regulate the immune response of chronic HBV carriers,reduce the ratio of Treg/Th17 and promote the clearance of HBV

and HBV markers, forward may slow down the progress of liver fibrosis and cirrhosis. This study confirms that it is necessary for
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18P LR R W EEFE N A (chronic hepatitis B
virus carriers, CHBe ) 248 £ B 98 F T HT 5L (hep-
atitis B surface antigen, HBsAg) FHYEHRF2E 6 4~ H L)
I, ZHIF R e U (hepatitis B envelope antigen,
HBeAg) FH4: \HBV-DNA FHM: | P92 R 24 L 7 75 Bilg
(alanine aminotransferase , ALT) i 42 i) T 21 &
YL FEAR RS E R, HICW] I PRAE AR S 18 1
JIEBIE AR SCAATE Y — 2R 83 SR, CHBC A7 E)#
J LT YAl JHEREAL A0 g ) XURS: , {5 PTG ARHE
AR B ik e 218 | B BTN B8R 7 RLASCR
KA, HETEE AR B R B i S A T UwW B IA T
A4, CHBe ANREFHEI KN BITURERGYT , 7T
B U O Ak S i

HRAE 2006 4F 4[5 £ B 48 10095 27 )6 A 19 4K
P, BARIEE ABERY %5 (hepatitis B virus, HBV)
JEY O R 2 7.2% ,{H CHBe {547 9 700 19, 4%
SCHRARIE ,CHBe A 66.67%L) FIFH LR AE 2T
YEALFRRE A &, DI ALT IE 8 AR 20 A %
AE T S AZFAEALET AR EGE HBY J&  HBV FFAE
Fer R ARG A | S 3 2502t ML o e 1 5 A
A AR RS, AR 2R R 8 LR
% (chronic hepatitis B, CHB) 19 Ilfs K 4% &) 52 9% 7 &
il FAE 32 T A SN Sh AP R, 3 2 ) A
P SN AT L B0 5 B AU AR A 0 A%
(BR) 25 ¥ [nucleoside (acid) analogues, NA il i J4
ARG N & REA A HBV Y56, 180 T
JE S E TG S ARG I £F Ak JHAE A & freti-2
W, 5 S RS VA 5G4 S 22 22 98 Fn ] LATE Al
NA HUREEITRL, HUARXT HBV B G I 22 A T
CD4* T 40 I i3 31 , Treg 40 (regulatory T cell
Treg) \Th17 ZB M1 (T helper cell 17,Th17)#4 & CD4*
T 20 AU, Treg A0MIREMAE A B T il 0, 32
B UAPT 2 BT 1 40 A & (interleukin, 11L)-10 F1
Ak A K H ¥ (transforming growth factor, TGF) -1
T FAG S e 40, 4 . CD4* (CD8* T 401 g . A 4R %
3 (natural killer, NK) 4 il . B 21 B 1 4% 5 R 41 Jig
(dendritic cells,DC) , 4E:F H B 5% 5217, Yang S5
WF9E W, CHB H AR L Treg F1 Th17 2045 R
AR TGF-B1 Al IL-17 7K B i i T fidt B %
W2 VRYT 24 JAJS , Treg 4 MR TGF-B1 /K

%, H5 HBV-DNA _HBsAg f1 HBeAg 7K 5 1E
R, HESCHRRE , 75 CHB S35 41 Lt 40 i
(peripheral blood mono-nuclear cells, PBMC ) F1JH4
21 Treg 40 MIAF BT RIS N, IF 5 1% HBV-DNA
A 2 TFAH OG0, 3k SR ST AR | Treg 4HAfLAT 4111
HPENLE T HBV JERGL 5 1 S it 52 IR 3 | 3
HBV R YeVER . Th17 40 =250 11.-17,
AR SRE SN VER . BIF9E & 3R, 76 CHB & 3%
o Th17 403 1L-17 K V3478 T 15 3 % IR
H Th17 05 IL-17 K5 3% ALT /KF %
TEA S0 33 0 % IR 7% Th17 20 & HAH SE 40
PR 55 R 9 i A B 2 AEAH G, I 15 S5 R 3 2ot
FLHI HBV 1555 . Treg. Th17 4043 S A2 %
JiE SN, H. Treg A1 Th17 4L Lo 1 2 M7 5 B s
PR 88 Ho g2 AH D09, Lin SF0F 5T & B, 7E
CHBc CHB & Th17/Treg fH-5 TR A5 B2 52
IEAASE, Th17/Treg B R A INEE FFEH4 18R Th17/
Treg V- %) HBV JBYLAH S Al fig & — s it o
JEITI . Yang Z5049% 3 Treg/Th17 {EXF T -4 TR
BESTRCHAT HE B PR S X 2645 R W] Treg/Th17
N FHURTEIRIT e N A PR AR W
U AT IS HOR R TR

AR BATT 1 P mA5E, s B~
1GIT 24 JAJG Treg/Th17 {HMARAL SHURREIT 382
] B 56 2R, i S RV R 5 0T CHBe 38 07 25 1
TR, HE M S 2% M BEUESE CHBe HURERITAL

1 #REFE

1.1 R FAINARE

HMNE MLARA U T 2013 2 2017 4E75 T DR EERL K 2
JEHE—PEBEFHZ I CHBe 61 41, Horh 530k 26 ], 2otk 35 1)
SRS (33.16 £ 11.45) % ;CHB 3% 30 i, Horh B 44 17
W), P 13 4] SE B4R IR (37.67 = 11.59) %, LU FSWif 4
2010 AECHEME R R PR 4R R, FEIRYT R4 & G R
A, [FIFREE ISR (NC 2H) S HBsAg BAYE T
DR AAR bR IEH R TCF AR .y 2550 #T 3 414F
WA Gt 25 5 (F=4.134,P=0.018) , Pi P LA 45 1 | 7
CHBc 415 NC 41 ,CHB & Z [a1¥ A W i 22 5% (P=0.192, P=
0.233),NC ZH4F %% CHB 20/ (P=0.006) ; K 77 K36 3 ZH 1
IR 2RI B A4 L (y*=1.657,P=0.437) (£ 1),
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F1 BAARWURHB—REAR

A5 PRI (Tt ) FRE ()
NC (7=30) 15/15 3023 £3.42
CHBc (n=61) 26/35 33.16 = 11.45"
CHB (n=30) 17113 37.67 = 11.59"

H:a, 5 NC A&, P=0.193;b: 5 NC H#, P=0.006;c: 5 CHBe 4 It
%, P=0.233

Y AFRIE . HBsAg BHYE HBeAg FHIE: HT-HBe FHIES6 4~
7 ,HBV-DNA [HPE, 6 4~ H A2 TR NA Hujk#
ZEIRYT , ALT<40 U/L A CHBc 41, ALT=40 U/L 4 CHB 41,
HEBRAE N T SR B B R A IR M 2 A B
PPl R TG DA R B e R I
12 BFHFEAELKE

CHB JRE PR BT AU F bR Y FIr A0 8VE At
FERIBHPENS B4, 5 CHBe 41—l 332 R (36 E BMS
25H),0.5 mg/d)IRYT IR 24 8, Horp CHB 2138 24 & 8L
TRIFE4) . NC HAZZALNEYT W, 2508 8 h LU E, TJi
IERHEIKAL R M 5 mL, & TR a8 E=RT
BUE 30 min J5 , B O JF BUSHILTE | 1005 HCE T -80 CHKA N
PRAF1E ELISA #:0,
1.3 XA

CD4 FITC .CD25 APC Foxp3 PE .CD3 APC .CD8 PerCP-
eFluor 11-17 PE FLIERERUIA T[RRI IR Ghikme B TR & |
MHRAEEIHE A SLRERFE [ 7 M7 | [ i I T4
WA A S5 eBioscience 23 , NI F 1L-10 TGF-B1
1 TL-17 BEEE G0 2 0% B 56 (ELISA ) 37 £ 0 1 26 [ eBio-
science 23 ), RPMI1640 35353 JIG 24 L5 W E 521 (Meng—
bio) 2~ Fl
L4 ¥ 77 kAT S0
141 AMEL Th17 AWM R AR Ficoll 7 BE A6 BE 2500
By B AR R PBMC, FH & 109%4RMEG 25 1L 35 B9 RPMI1640 1%
FE BRI 2 x 10° N/mL, [ PBMC %A A 5 iR/
THRRREGY (4 pliml) AEFEGREEERES
(4 pL/mL)J5T 37.0 °C.5% CO, & B 3540 i & ot 15 3%
4~6 h, BUREFE G AR, A CD3 APC HiLik 5 wL 1
CD8 PerCP—eFluor HifA 5 wL #ATANMER YL, T 4 CHbYE
IEF 30 min, ZRJEHIA 100 L BEER (A ), = iR EEEE
15 min, #EMA3 mL PBS, IR VERE O & LA, FA
100 wL % A5 500 (B ) HEAT AR, #2485 M A IL-17 PE HiiAk
5 L A4 P et | = TEBEEIE R 20 min J5, ITA 3 mlL
PBS Pk, B0 LW BRI AR R g2 vhif 300 pL &
AN, F 24 h TRRATH (BD influx 4 R 765 ) i
i, AR Y5 CD3 ,CD8 &[] P8 & T ik [ 4 ffL i, %5 CD3+
CD8-IL-17+T 4 TR
142 AMEINL Treg ZH I ZE AT ) PBMC 2380 A
CD4 FITC Hiif&k 5 wl 1 CD25 APC Hifk 5 pl, T 4 CHEGE
A 30 min J&, 71 3 mL PBS PE¥, B0 B3 BIESS N 1 mL

A TAEWE, T 4 CRESEIFE 30~60 min J& , FLEEFRIN
A 2 mL BERREGE v TARMRBESS , 85,02 13 SRS A PBS
100 wL FE:, A 2% BRI 2 wl 3561, F 5 iR icCE:
30 min Ji7, A Foxp3 PE HifA 5 W, T 4 CROEIHFE =30 min,
BRI 2 mL e RGE v TAE, B0 5 L3 2 Wk, BRI
AP R 300 wL SEAME, T 24 h AT 4G
PRI, AR 4 CD4.CD25 3 TR & T Wk EL4n i e, X CD4+
CD25* Foxp3* T AMAEHEF TA
1.43 I3 1L-10 TGF-B1 I IL-17 YA BORAE R 1ML
T, T ELISA SR SR , T A48 0 20 DR 35 A e R 3d
P AT, EEFBR Y (iMark , 5% [ BIO-RAD)450 nm 4bis2 UL
i
144 PO IRITRIRNAYT 24 J8JS SEAT AT PEAN
AHIIENHEFR BT T . OFFEE2E N e, SERIE R
1M 3% HBV-DNA & fHAIL FATUEARRR (<1 x 10° IU/MmL) ;b. #
AR 1L HBV-DNA $EZR (8 R F =2log10 1U/MmL (¥
FBEI T E, QIMIEFNEER . HBeAg MITEA4A455  HBsAg
FREE R, QIR IR HCC K EFR IRYT 24 JEIIHAG I 21 4t
AR bR WG LR G | DER TR CT
K, A JCRFAE AL i e A0 M P B8 9 & A . HBV -
DNAE BRI 2 FCSLI PCR s A IRBR 9 1x10° TU/mL;
1138 HBV SR ok Go e 5 R (AxSYM R48, I H
£ Abbott 247) .
15 %t

K SPSS 20.0 BE2EGEH A AT 00T, T PRt
FHYIEL = bR (o £ 5) 3R, SRR BB L SR R 0 25
S3HT, AR IER A0 (T BORLR FHERCRIRS . VRYT RIS AT
OB B RG , THECFORIL R LR R 7R, AR
et H Spearman I Z B BT, K98 K HE «=0.05,

2.1 REF RFFER

2.1.1 HBV-DNA HBsAg HBeAg HY7284k IR mZ FIE#:
R FIRIT 24 JAJE , /30K HBV-DNA | HBsAg . HBeAg 7K
B ILER 2,

WK A2 CHBe 41 ,CHB 21 HBV-DNA (log10 TU/mL)
S 6.40 + 1.79 5.48 + 1.98, FLAIKGLE 2 21 HBV-DNA 245+
BAGiH# 15 L (U=628.000,P=0.015), #IUCLIZHT CHBeAH |
CHB ZH HBsAg(log10 1U/mL) 435/ 4.07 £ 0.62 3.31 = 1.14,
FRANREG: 2 4H HBsAg 22 5 HA Geit2% 3 L (U=515.500, P=
0.000), #ELZHT CHBe 41 .CHB 4 HBeAg(logl0 1U/mL)
SPAE 4.07 £0.62,3.31 + 114 BRAIKK 2 4 HBeAg 25 57 H.
it X (U=489.500, P=0.000) ,

B R FIRIT 24 WG, #3216 97 1 2 40 HBV-DNA
(log10 TU/mL)¥j %/ F ¥ ,CHBc 21 .CHB 41 HBV-DNA 4}
SR 3.92 + 1.33 .3.40 + 1.19, A4S 5 2 4 HBV-DNA 347
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H & 22 5 (U=745.000, P=0.095) , BREKFIHIT 24 e, 1% 22 REFLER

ZYRTTIY 2 2H HBsAg(logl0 TU/mL) 3 % 4= R, CHBc 41 . 22.1 Treg . Th17 ZHAEHIZ Treg/Th17 LIRS FIVRE
CHB 41 HBsAg 73 5lJ2 3.92 +0.73.2.98 + 1.06, B AAG 1 241 BHBEERHIRYT 24 FUS, 435K Treg Th17 4 MR |
HBsAg 27 HA G5 L (U=355.500,P=0.000), BF Treg/Th17 {8, 455 UL 3,

FIGIT 24 )G  HEZIRITIN 2 41 HBeAg(logl0 TU/mL) ¥ % Treg Th17 ANAREAT AR FHER A0 - Hr I an =l 1
LR F% ,CHBe 41 .CHB 41 HBeAg 431 2.29 +1.09.0.70 + TNo WIVKELZET NC 20 .CHBce 40 A1 CHB 4 Treg 447 3
145 BRAIK S 2 41 HBeAg 22 R HUA Giit2# 3 L (U=292.500, B (1.64 £0.61)% (6.16 = 1.20)% . (2.70 £ 1.16)% , 7 2243
P=0.000) BT 3 2H Treg AT 2 22 7 A G it 1 L (#=216.591, P=

2.1.2 HBV-DNA &% HBeAg LI 5H0R  BE£S 0.000), HHI HARLS . R, CHBe 4111 Treg ZH UM 45 T
VRIT 24 &5 5 BT CHBe 41 A1 CHB 41 HBV-DNA Jij 2% NC #H .CHB #H (P=0.000, P=0.000) , CHB 415 T NC 4H (P=
(%) HBeAg MIE¥FA05 (%) , 50 W4 2, CHBc 41/ 0.000), #IKHLLHF NC 2 .CHBe 41H1 CHB £ Th17 4 o
CHB 41 HBV-DNA 58224 55 51 & 60.66% .73.33% , K77 FAE(0.30 £0.10)% ., (0.40 £ 0.13)% . (1.07 £ 0.14) %, J7
GG 2 H G 25 5 (x*=1.418, P=0.234) , CHBc £1 71 CHB 25747 3 20 Th17 A R A it 7 L (F=343.551,
ZH HBV-DNA #4325 43 3] /& 93.44% 93.33% , R J7 ki P=0.000) , 1 HLAZZ5 3 /R, CHB 4119 Th17 A0M08 %5 T
2 HICHH B 22 F (x*=0.000, P=1.000) , CHBc 211 CHB £ NC # .CHBec £ (P=0.000,P=0.000) ,CHBc 2H /5 F NC 4 (P=
HBeAg L5758 3 B 2 11.48% 16.67% , KITAH 2 21 0.000), FIYKFZHT NC 20 .CHBc 401 CHB 4H Treg/Th17 {8
TR i 25 53 (x*=0.129, P=0.720) ;2 £ HBsAg 5534 40% SRR 6.26 £3.29 18.58 + 10.79 .2.68 + 1.39, J7 724347 3 41

2 HBFE LR R AR L HCC, B MRMIE RAF, A Treg/Th17 {2 5 EA GeiT2% 2 L (F=49.833,P=0.000) , P
PR REME B REI R R S L i sl A 25 WA DG AN R Ho A4 5 B, CHBe ZH 1Y Treg/Th17 25T NC .CHB 41 (P=
o F5E 2 AT R RFAMF LA 0.000, P=0.000) ,NC £/ T CHB £ (P=0.000)

*2 BEEFRFRT 24 ANERERSE . MEFNEER
HBV-DNA HBV-DNA HBeAglllLiE 45 HBsAg
FERNER(%,n) FTWANERE(%,n)  HF(%,n) 4% (%)

el

2H 51 HBV-DNA HBsAg HBeAg

CHBeZH (n=61)

IRITHT 640+ 179 4.07+0.62 248=+1.14 - - - -

BITIE 392+1.33  3.92+0.73 2.29+1.09 60.66 (37) 93.44(57) 11.48(7) 0
CHB 4 (n=30)

YRIT 538+198 331x1.14 121+1.58 - - - -

NEvid s 340+1.19 298+1.06 0.70+1.45 73.33(22) 93.33(28) 16.67(5) 0

*3 BEEFFHRIT 24 BRESESREFIERKE

215 Treg Th17 Treg/ Th17 IL-10 TGF-B 1 IL-17
NCAH 1.64 £ 0.61 0.30 £0.10 6.26 £3.29 25.86 = 11.17 50.56 = 9.85 49.43 + 14.09
CHBe# (n=61)
AT 6.16 +1.20" 0.40 £0.13" 18.58 +10.79" 78.72 + 22.65" 80.18 + 12.86" 60.06 = 14.13"
BITIR 3.94 +1.552 0.69 = 0.16 6.60 +5.272 56.85 + 17.632 53.45 + 18.022 711 % 13212
CHB 41 (n=30)
apagilll 2.70 + 1.16" 1.07 + 014" 2.68 + 1.39" 49.96 + 13.61"! 109.4 + 13.83"! 37.86 13.21"
HITE 1.58 +0.86"2 1.57 £0.27"2 1.09 £ 0.72"2 35431325 85.19+17.16™  58.75+16.28"2
F Al 216.591 343.551 49.833 87.629 167.811 26.292
Pl 0.000 0.000 0.000 0.000 0.000 0.000
Pl 54.980 405.400 19.470 47.759 46.478 24.813
P fH 0.000 0.000 0.000 0.000 0.000 0.000

W F Py RS RTALR) FOPAE, B, Py ORI AR F OPAE . a: SIEFAE b, SIER A S ;o 518 ME LT R 45 B AL LA YA 71T al |
bl .cl, 78975 1a2 b2 .¢2;Treg (al \bl c1,P=0.000,a2 .2, P=0.000,b2,P=0.986) ; Th17 (al b1 .c1,P=0.000,a2 b2 .¢2,P=0.000) ; Treg/Th17 (al ,
b1 .c1,P=0.000,a2,P=0.976,b2 2, P=0.000);IL-10(al b1 c1,P=0.000,a2 ¢2,P=0.000,b2,P=0.011);TGF-B1 (al bl .c1,P=0.000;a2, P=0.692,
b2 .¢2,P=0.000);1L-17(al,P=0.004,b1,P=0.005,c1,P=0.000,a2 .2, P=0.000, b2, P=0.062)
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Treg
CHBe CHB
10°310.4% 6.10%
— 10 -
(=3 (=3
& 2
2 =
g < 0J#
g g
¥ 100 A
100|81:5%5 2.01% A% 3.02%
o 100 100 107 10° 10° 100 100 10° 10° 10°
= #593-40[561]:: Foxp3 PE #593-40[561] :: Foxp3 PE
&
a
S 104J459% 3.93% 10'T3.16% 156%
— 10 — 10
=3 <
< 3
2 10 R
<! < 24/
= =
%10 7 1o
100 2.28% 100193 223%
100 10' 10° 10" 10° 100 100 10° 10° 10°
#593-40[561] :: Foxp3 PE. #593-40[561]:: Foxp3 PE
Foxp3 PE
A, BEBRLBIRITATIG , Treg AINI/KT-H7E 4k
Th17
@ CHBc CHB
10° 1315% 0.310% 10° B5.0% 0.422%
—10° —10°
= %
£ g £
5 10 - N
5 100 167.89 0.402% 100 163.5% 1.09%
= 10° 100 100 10° 10° 10° 100 10° 10° 10°
i #593-40[561]:: IL-17 PE #593-40[561]:: IL-17 PE.
&)
<
2 10' 13229 0.440% 10°145.1% 0.389%
S i
—10°
=
]
¥
2 10
gl 24J#
T 10
100 166:7% 0.656% 1.33%
10° 100 100 10° 10° 1007107 1¢
#593-40[561]:: [L-17 PE #593-40[561]:: L-17 PE
IL-17 PE
N
B. B RFIRYT RIS . Th17 Al K928 4k
1 BEEFEHBTHIE, Treg . Th17 H/KFHZTH

BRI 24 R A« Ko B6 45 B /R 1821607
) CHBc 4H (¢=16.573,P=0.000) .CHB #H (:=8.885,P=0.000)
Treg MM FFE, 73302 (3.94 £ 1.55)%., (1.58 £ 0.86) %,
125500 3 41 Treg AN 25 3 BAG Ge 2 5 X (F=54.980,
P=0.000), Wi HERSEH B, CHBe 2169 Treg 4H 40 5 5
F NC 21 .CHB 41 (P=0.000,P=0.000) ,NC £H .CHB £ 2 [] %
AW 22 5 (P=0.986) ., BBERFIHIT 24 )G 2097
CHBe #H (¢=—17.320,P=0.000) .CHB #H (¢=—12.288, P=0.000)
Th17 ZEREFERL T, 53 5102 (069 +£0.16)% , (1.57 £0.27) %,
525531 3 2H Th17 AR R B Gt 2 L (F=405.400
P=0.000) , FIH5 FLECLE R /R, CHB 4119 Th17 48R e T
NC 1 .CHBe 41 (P=0.000,P=0.000) ,CHBc £ %5 T NC £ (P=
0.000) , B R F5897 24 JHJG , 8232187719 CHBe 41(1=9.307,
P=0.000) ,CHB #H (+=10.872, P=0.000)Treg/Th17 {& 33 F [%,

3 6.60 527 1.09 +0.72, 77 225347 3 4 Treg/Th17 {8

S EAY R L (F=19.470, P=0.000) , PP HLRc4E 9
7, NC 21 .CHBc 411 Treg/Th17 {E34% T CHB 41(P=0.000),
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