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ABSTRACT Objective: To analyze chronic hepatitis C (CHC) and thyroid peroxidase antibody (TPOADb) positive and euthyroidism
patients antiviral treatment occured the frequency thyroid dysfunction, and its relationship with IgG1.1gG2.1gG3.1gG4 of TPOAb.
Methods: A total of 46 CHC and TPOAD positive and euthyroidism patients were treated with peg-IFNa-2a and RBV for 48 weeks and
post-treatment week 24 of follow-up. When thyroid function (FT3, FT4, TSH)by the end of treatment were divided into normal group
and abnormal group. IgG subclasses of TPOAb were detected by antigen-specific enzyme-linked immunosorbent assay (ELISA) . IgG
subclasses of TPOAb positive comparison with two group, and its relationship with thyroid dysfunction at before and after antiviral treat-
ment. Results: 0 Thirty-five (76.09%) of 46 treated patients developed thyroid dysfunction. Dysfunction severity ranged from hypothy-
roidism(n=19, 21.60% )and hyperthyroidism(n=3, 6.52%)to subclinical hypothyroidism (n=12, 26.09% )and subclinical hyperthyroidism
(n=1, 2.17%). @ Abnormal group TPOAb IgG2 positive rate is significantly higher than normal group at before and after antiviral treat-
ment.( P=0.005, 0.036). Conclusion: At before antiviral treatment CHC and TPOAD positive patients TPOADb IgG2 positive might predict
thyroid dysfunction especially hypothyroidism and subclinical hypothyroidism in antiviral treatment, that guides clinical monitoring and
detection of thyroid dysfunction.
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1.1 &= BIsRR

BEUR 2013 4F 9 F % 2015 4F 9 A AR B Bisk 11212 W
CHC &3 213 ], f¥& Adisgd 46 6], Hh % 18 4, £ 28
B, SEAEHS 47.65+ 10.71 % AdpwifE: (D4T HCV fHEZRD
6~ H ; (2JHCV-RNA2 1.0x 10° IU/mL;(3) 4E#8 18-65 % ;(4)
TPOAD FHE. HERRPRAE: (D RARIIfe S5 @ THE R sof
FMIRITEERIE ; Q) I AR RENE I 4 B A e b 7
(HIV)ERGLE 5 (4) F S e PP 5 (5)GHERE I EE (L o UE:
W15 (6K s B s (DI R RN a2 . i B % E
AU [E] 21 o HEBR BRI 2 81 .2 WbRfEAT & KR BT 22 B

HRIL,

12 BT AR

Peg-IFN o-2a( [ % QI Z5A PR ) ) 180 we/ Ji, 2 R i
51,54 RBV 900 mg/d, y7 1% 48 J&] 1524 )5 Bifiii 24 Jal . 697
(i) HF B AR AR D AR CF R 28 T 22 AR IR YT, HUIRIR
UIReTuit (R IO 4Tt AR IR HIETT o ARG I H HRH 545
WEETHRERE
1.3 #iEsR

TEPURBERITHT(T1) I6YT 48 JA (T2 43 | BUE H i =
23 1M12%% 4 mL, 3000 r/min B0 10 min 4355 i, & F -80°C , f#
R

PENE B HCV-RNA, TN 1x 10° TU/mL, FH7E
SIEMNS 75 ] i) ADVIA Centaur XP immunoassay system DA 5
We 5 30 ) A6 I FT3 FT4 TSH,TPOAb. H! JU :TSH<4.2 pl-
U/mL,FT3>6.8 pmol/L FI(&{)FT4>22.7 pmol/L; Hl Jif : TSH>4.2
pIU/mL, FT4<11.5 pmol/L; ¥ Ilfi JK FF ) : TSH>4.2 wIU/mL, FT4
WEH s IR 7T TSH<0.27 wlU/mL, FT3 #1 FT4 1E% . L)
TPOAb>>60 U/mL >} TPOAb A,

SR AP 54 ELISA 344630 TPOAD IgG &AL 19 (1)
F1 0.05 mol/L filk ik £k 2% v il (pH9.6) ¥4 TPOAb 7 B¢ a¥ 4
pg/mL {1 g EFFRAR (Costar A F]),37 CHEE 1h, HEH 0.1%
TWEEN-20 (% 0.01 mol/L Bk 28 i (PBST) e 3 K. )

FERFIN 1M A PBST 150 # RS IMA AL, AALmeeE =350
100 wL,37.0 ‘CHEE 30 min, § PBST #hijk 3 ¥k, (3)43 Bl it
A AL W) T B g B9 BT N 1gGl (4E3) IgG2 (HP6014) 1gG3
(HP6050) .IgG4 (HP6025) (Southernbiotech 23 @] ) 43 5l 1:
2000,1:800,1:500, 1:100 £} —#i,37.0 CHEHF 1 h, JH PBST
Pk 3 o @EGIA 0.4 g/L 482K iz )5 F 1 mol/L R R
LAk N G)HIEEARNAE 490 nm N E A ALIOGEE(AfE . LIz
FI Xt BRFL A fER O, BHAE T BRFL A {E R 100% , 57 26 [T 15
TR ELIE TPOAD IgG 45 A4 WAV 43454 . B 100
81 R ARG 25 13 D2 AN 3 A AR iEZE A R B, i X
TPOAD IgG £ WK T H B 1E 7 FHE R B M:
1.4 GEitEAE

R H SPSS21.0 G b4 4k {4 E4 T AL BRATHT A5 A IE S04 1)
TR x+ s TR ARES AT PO M(Q1,Q3)%
7 TECE R R (%) R, A AR ¢ K56 s i 40 1] 1 22
S HEERSR T X K, P<0.05 FRA Gt XL

2 &R

2.1 MRS ATPRRBRRLZER

213 f§] CHC &P BRI THT & P TPOAD [HM:, HHUAR
NRINEEIE W &N 46 §11(21.60% ) , VE NGNS, LB E B T
B ARITEE R R AR R IRDIBERH  76.09%(35/46) , Ho
FUIR AR D REWGE  (H980)41.30%(19/46 ), E Il A B 8 26.09%
(12/46), HURBRDIEETCHE (FF I )6.52%(3/46), I K F I
2.17%(1/46), IRYTIE T 24 8, KA FARIR DI BE SR # 1 35 f)
B A 6 F AR REMK R IEF
22 MABRE—MRENILE

FRAEHUREEIRYT 45 s i & A FRAR D RB 1 00, AP Fe % 42
A3 R HAR AR T R S5 A (TRTFR S 4L, FR AR T g 1E 5 4 (i
FRIER A ). WA RZ THMEIURIBIRIT AN . R KX
TPOAb 135, 2 F G4 L, AT (LER 1),

*® | MAREBTI—RARLLE

Table 1 Comparison of general information of patients in two groups

Gender Age HCV RNA TPOAb(U/mL)
Groups n
(F/M) (years) (logl0, IU/mL) Median IQR
Abnormal 35 14/21 47.94+ 10.61 5.69+ 1.41 51123 14.9.~1300.0
Normal 11 4/7 46.73%1 11.51 5.82+ 1.47 480.6 294.0~1142.5

2.3 MABREPRZIRITEIG TPOAD IgG &R PAME R b4

S ALBETEBUREERYT TS /2L, TPOAD IgG1 1gG2
IgG4 BHMEZE, IEH 4B E FEPUR RTINS 3 L) TPOAD
IgG1 . 1gG4 AV, MR 162 1gG3 FITERAR . HiiE
JRYT R 41 TPOAD IgG2 FHM:R 74.29% i 25 T 5 1E# 4
27.27% (x>=7.940,P=0.005), I HIAIT 48 K S w4l
TPOAb IgG2 FHPER 71.43% .3 = 15 15 H 4 36.36% (x*=4.
417,P=0.036)., TPOAb IgG1 IgG3 .IgG4 BHME: 78 Wi 4[] () 2%
TSR L (P>0.05)(LE& 2),

3 3HE

AW AR R, K2 TR PRI AT, HUR AR T
AEIEH {H TPOAb BHYEM L BT 4 B KL%, 21.60%,
AR ML TPOAb IR 10%~15%, LfHBEL
T M, R4tk B RARIRDIBE IE# ) CHC % 5 KL
TPOAD FHM:, &A= I o & PR AR, IR aR L
FETILRDURERIATT 48 AR, HURMRIIRE S # &4 T ik 5]
76.09%, LAH KW PR FH SR 32 o T E X AR -SRI A TP o
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2 WLAEE TPOAD IgG T BYPH MBI # L3 [5(%)]
Table 2 Comparison of the TPOAb IgG subtype positive rate between the two groups at different time

Groups n Time 1gGl 1gG2 1gG3 IgG4
Abnormal 35 T1 33(94.29) 26(74.29)4 12(34.29) 31(88.57)
T2 34(97.14) 25(71.43) 13(37.14) 32(91.43)
Normal 11 T1 9(81.82) 3(27.27) 4(36.36) 8(72.73)
T2 10(90.91) 4(36.36) 5(45.45) 9(81.82)

Note: 4P<<0.05, compared with Normal group at T1, * P<<0.05, compared with Normal group at T2.

17.07%(14/82), J5 A 0] RE B AW 5E X 42 35 TPOAD FHM: . H 4
PR Z s IR IR e Y 22 R R i BRIR Y T 45 U B
Vi 24 J&, K& i3 ORI D REATI R REVR &2 1E 5, {H F Y S FH
JUM KR ERAGR T T [, R — 2B WIS T Q3R Bl 7 e [ W D0 FF bR
RRIDBEMIE A L

FIR IR S AL il (TPO) & — i Ak 4T R A 1, B
PRI A B R, 2 5 RO IR ERE F (Te) e T LW =i
FREL R TLAL S LAk i SR 1O B . I3 H TPOAD 2 IgG Hifk,
4 1gGl 1gG2 1gG3 #1 1gG4 PUAS R, Hrh Pl 1gGl . 1gG4 i
FPiiRh £ TPOAD 1gG 4% R 2 55U e S AR, 1gG1 1gG3
S5 AL E AN Fe 2R BoaMA Clq fig 5o, H s #b
PR AT B P AN S A EE R (ADCC) 1E A
R, 7T 5| EHUR RS A0 IR, 1eG T 1gG3 T, $7R HAR
JREIEE SR AT RE L B, 1gG2 R A BARE S, EAN T
ADCC, {¥# Thl/Th2 4i il -5 2 i vh &2 ¥EVE T L 1gG2 (W THm
PR RE H R IR D) REIGR Y, TG4 [ e #MARE 155, 5
Fe ZWSERIJIK, ANRE# 2 Clg, /5 ADCC fig )1 55 ,1gG4 #
FURBRBEHLH A RER . A8 1, A FAR AR 42
(HT)E & b TPOAD [HM:E JLF 5 100% . TPOAb IgG V. 7Y%+
HT BBt e — & Sl (6. TPOAb IgG1 i I} s
HRBR DD RE T RE 35, 1gG2 H1 1gG4 1% B2 T #7R E Ml PR
FH Y8 AT 8 £ a2 Ji i IR FH a7,

HE— 45 4% TPOAD IgG £ W %1 78 FIR i ) B 1F & {0
TPOAD [ATERY CHC B EHUR BRI THIG I /3 fE 00 , 45 5% .
INEPURBEIRYT R BARYT 48 A, FURIRTIBE S A M iEw
ZH3LL TPOAD 1gG1 1gG4 N, FHHAE L R[] 25 1
TPOADb IgG2 PRI i & T IE 24 . Ao R HUIR IR D he
1E % {H TPOAb FHYE Y CHC & HU/m BRI AT, 75 A
TPOAD IgG 45 W H i 3 A 1 L , 46 K43 TPOAD 1gG2 BAPE
#, % IFN BLA RBV IGYT 5 5 IR IR DI e 7 - A 5T
EM, THRMIGT FEZE W 1gG 1950, A 12 A F s
HIFE . I IFN U 223697 P REfE#F TPOAD IgG2 BHYE &S
20 R A AR RN

£5 LAtk , TPOADb 1gG2 BHE AT AR Ay T30 FF R iR o B 1
#{H TPOADb FHM:RIS TN R B & TR IR TR A
A FURBRTIRE 58 (A B2 Wi S % 4645 . PR & 2R E
BBt HCV BRI 2 R TRIAI T FZ R, i FHAR
IR BEIE H (B TPOAb FHE R CHC B3 B i d G 7 B 456
kil TPOAD IgG 2 W R A fi i, &4 TPOAb 1gG2 FH %
F R RV HEUR R 259 (DAAS ) g B 5 58, LUIKLEE XU -
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