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Clinical characteristics of thyroid dysfunction in patients with chronic hepatitis C receiving
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Abstract: Objective To investigate clinical characteristics and predictive factors of thyroid dysfunction (TD) in patients with
chronic hepatitis C (CHC) receiving IFN- a based treatment. Methods Four hundred and thirty-two consecutive CHC patients
with normal baseline thyroid functions who received IFN- « based therapy in our hospital from October 2013 to April 2014 were
enrolled in this study. There were 259 males (60.0%) and 173 females (40.0%) with an average age of (43.5 + 32.7) years. Thyroid
and liver function, TPOAb, TGAb, HCV RNA and HCV RNA types before and 3, 6, 9, 12 months after treatment were detected
by Chemiluminescence, enzymatic and fluorescent quantitative PCR technology, respectively. Results At the end of IFN- « based
therapy, 67 patients (15.5%) in this study had developed with TD while the hypothyroidism patients took the most. The percentage
of hypothyroidism accounted for 58.2%. The incidence of this disease in female was higher than male with male to female ratio
of 3.8 : 1. The cumulative incidence at three, six months after initiation of IFN- o based HCV treatment was 47.8% (32 patients)
and 86.6% (58 patients), respectively. The thyroid function of 63 patients (74.6%) spontaneously returned to normal in the follow-
up period of 12 months and only 4 patients (6%) had persistent overt TD symptoms. Multivariate stepwise analysis suggested that
gender and pretreatment TPOAb, TGADb were the independent factors related to the incidence of TD. Conclusion The incidence of
TD in patients with CHC during IFN- « based therapy is 15.5%, taking female as the main. Female gender, pretreatment TPOAb and
TGADb positivity are risk factors for the development of TD during IFN- a based therapy.

Keywords: thyroid dysfunction; chronic hepatitis C; interferon-alpha; pretreatment thyroid peroxidase antibody
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7 & B 5 HCV #1148 & - o (interferon—alpha,
TFN= o ) S50F R B A0 Y B R . 0 TR0 LA
& R S T S NEIlE P L SR S
& (chronic hepatitis C, CHC) BEAETINER - o 1697
JEE R TD W HeBIAF e i 22 5, AR 2.5% ~
35%", HuEi E R, AR
FEHR VTR E CHC S IFN- o JRIT R L A B
ARIRDIBE S8 B AR A5

IR iE

1 WFEXTE B 2013 4510 H - 2014 4F 4 F
KBtz ny 432 B TR - o NEERBOR R
J7 Iy CHC B H T 4. fFBRTOIEE . 1) &
AR RS 5 2) A M ML < 3 x 10°/L
s M/ 8L < 70 x 10°/L, I £T 8 < 100 of
L 3) W UR AN ALIY 5 4) &R ™ | A5G, Ak
PENIE, A e, BORE RS S 18P
W A2 W bR v« 7 25 B3 R 81 43 N e 2 i
(alanine aminotransferase, ALT) FEmBEitet H
(ALT > 40 IU/L), Ifi. i HCVRNA 1 4T —~HCV Ff]
Yo BRI RAEDUREEIR YT R AL HR ISR (thyroid
stimulating hormone, TSH). A Z& i 2 H R I 2
(free thyroxine, FT4) F1jf & —HLHVIR AR R ZERR (free
triiodothyronine, FT3) /K-F-#F AL T IEH JEFEN . R
FHE G5 6 BEATFST (42 H SAS #K4: ramdon F2)7 ),
TERTFE R 2 v Bt AL 378 BORH (] 4510 80 B 14 9 91 (n=67)
((pais

2 PURTERIT AR DTIE - o HERIBUNEE
IBITALEE 3 FNAYT TS - HE IFN- o FRZIRIT .
il TR A M E TR L B o TR
AREFM, HRYE HCV FEFER, BT IR 24 ~
48 J& (BN 1 ARG IRYT 48 JH, BRI 2. 3. 6
RURYLEIRYT 24 JH ). 3l THREHEN 3 x 10° ~
5x10° B fir, B2 W MLE. B2 BTl
F —a2A FIEN 180w g B 1350 g, B 1AL
H, FIEFEMAN 50w e 5 100w g, BH 1R
3 SEmEKA MEAE TORIRER, BRI
UE B HOR IR 2=, 8 = BUHIR AR e . i e —
Al P CBR R Ji 2 1R LA B HHOIR B BB B4R TPOAD
TGAb FHT —HCV R FH 32 2E 3600 1k KOG
P S BC 2 W R . HCV RNA £
K% G 480 B! PCR K H HCV RNA 2 Wiial )
Kl HCV HERITR % [C COBAS 4 [ Sl #E 4k
TP RS N ARG

4 TD 4 Rl IR 2 S 1) WG IR IR BR DI RETT

YEIE, TSH < 0.3 mIU/LAE FT4 5 FT3 IE% ;5 2) BT,
TSH < 0.3 mIU £ FT4 F1 FT3 Jh 5 5 3) A0 I PR
IR MR T VB RE, TSH > 5.0 mIU/L £ FT3. FT4
1EH 5 4) B8, TSH > 5.0 mIU/L £ FT3 ., FT4 [,
HUARBR %« 12 W I R R AR D e T 4 i
ol FUR MR D RE TCHEAE , Bl % Ak h FF IR AR T BB I
IRAE SO R HAR B D e R AT .

5 FEYF rABETERIT I Y 120 H, 8
TR HOIR BRI REVEAN TD, ARG I HR IR B Bt
A&, HCV RNA # & I D) RE 55 5L 0o = 46 bre
TSH > 10 mIU/L B, BEEZAYZIRIT TD,
6 ittt SeitarHrRH SAS #BF. EEST
MERZEL X +s Fn, JEIERS AR LA
B(JER) Fon, 28w R A Student's 5
Ko AR, RH X KK, TD &HK
Tk 37 PR 2R R AR R 278 | Logistic 81320 H7 o
P < 0.05 NESAGIEX

& X

1 TD k& 432 Bl E ., 67 B (15.5%) K ke
HTD, HETE - WBITE3ANH . 64 H 12
A H B BRI R Bk 7.4%(32 B ). 13.4%(58
By, 15.5%(67 #l), W 1.

2 TD RS TD B3 H FR AR D) BB AR 5 Y
Fb Bl - HCR IR T RETCHE, (5 58.2%(39 il ). HHAR
B h BE TR B, 33 1y — P PR AR 46 5
I R HR BRI REVGE , 6 91 FR 3 H B0 Ak A R
PRI REIHGR o 28 il HUR AR D e T HEAE A, 25
5] Sy —at P FEUR I 2R AT I R FF IR IR o RE TC B
3 o BLBA ) B AR T BB CHERE . ULER 1.

3 TDIGIREIA 50 ] (74.6%) 15 1E38)7 5, 64
AP HARIR D e A KK EIEH 5 12> A A 8
HEWEIER , 5 Bzt HARBR I YIGYT TG A2
EH 5 4 0 (6%) F5 22 TD, 2 #7112 N Graves %%,
2 BAREAHURIR % . L3 1,

4 K TD WK &R 4301 2o Mk &K 2 59.7%,
TR, TD 5k %4 TD B RIAER . I
ALT. AST. ALB #l TBIL 7K F-, HCV RNA 7k F
FUAR 0 PR AR 25 A INF— o SN AL 0897 5
BEEF G2 (P > 0.05), TD HIGJ7 )
H B4k TPOAD I TGAb FHE 343514 26.9% Fi
16.4%, B & F A& &4 TD 4 4.5% F1 6.0%(P <
0.05), W2, ¥4EHY . ALT, AST. ALB, TBIL,
HCV RNA KRR FFREARIRES . PUREEIRYT
J7 ¥ FIAIT AT H F PR TPOADL F1 TGAD BH 2R 4
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1 WHEEESTHEEGTELZE TD GRS DH
Tab.1 Clinical characteristic of autoimmune TD in CHC
patients received IFN- o -based therapy (n, %)

[tem TD group (n=67)
Morbidity
3 months after treatment 32(7.4)
6 months after treatment 58(13.4)
12 months after treatment 67(15.5)
Clinical classification
Transient and subclinical hypothyroidism 33(7.6)
Overt hypothyroidism 6(1.4)
Transient and subclinical hyperthyroidism 25(5.8)
Overt hyperthyroidism 3(0.7)
Clinical outcome
6 months follow—up period after treatment 50(11.6)
12 months follow—up period after treatment 8(1.9)
Received antithyroid drugs 5(1.2)
Sustained TD 4(0.9)
Graves'disease 2(0.5)
Hashimoto's thyroiditis 2(0.5)

®2 FHBERZITHHRATERE TD BXEESH

Tab.2 Analysis on prediction factors of autoimmune TD
in CHC patients received IFN- o -based therapy (Md)

Ttem TD group (n=67) Cnn(t;2|6g7;r)0up P
Age (yrs) 43.5(4-65) 41.8(3-72) 0.660
Sex 0.001
Female (n, %) 40(59.7) 25(37.3)
Male (n, %) 27(40.3) 42(62.7)
ALT (IU/L) 99(68-269) 89(59-205) 0.630
AST (TU/L) 85(61-209) 91(66-288) 0.310
TBIL (IU/L) 79(39-211) 65(43-229) 0.280
ALB (IU/L) 37(30-39) 36(32-37) 0.330
HCV RNA (x 10" TU/L) 53(0.08-8 420)  61(0.09-7 550) 0.190
Diagnosis (n, %) 0.490
CHC without cirrhosis 48(71.6) 46(68.7)
CHC with cirrhosis 19(28.4) 21(31.3)
HCV genotype (n, %) 0.380
1b 40(59.7) 42(62.7)
2,3and 4 27(40.3) 29(37.3)
IFN- o — based therapy type (n, %) 0.110
Regular [FN- 4(6.0) 5(7.5)
Ribavirin + regular IFN-a  20(29.9) 17(25.4)
Ribavirin + PEG-IFN- « 43(64.2) 45(67.2)
Pretreatment TPOADb (n, %) 0.002
Positive 18(26.9) 3(4.5)
Negative 49(73.1) 64(95.5)
Pretreatment TGAb (n, %) 0.008
Positive 11(16.4) 4(6.0)
Negative 56(83.6) 63(94.0)

NZE AL IT Logistic BT, Z5F 5w, ).
TPOAD F1 TGAb & TD % 2 5 0t 37 XU [H & (OR
452 5 95%CI : 2.55~745 ; OR : 3.6, 95%CI : 191 ~

7333 0R : 3.5, 95%CI : 1.69~7.02 ; P < 0.05),
Wit

HOR IR S S8 & HOV JURTEa 7 P R BT
KAE, FEEFM HCV PURTIRITACR. Bar, [
IWANKT TD A R ARIEAFTEI] .22 7, AT RE 5 AN W]
Fofo e i iy 3R BT TD 10388 7% 5 Sk AR Tl A 26 1
D, WF5E 3 ARE HCV AH5E TD I R4S s B A
R X, A LI BE 2013 4F 10 H - 2014 4F
4 210 CHC B MRS . TR -«
AR 3 R HYURREIRIT S, 15.5% B
K J&H TD, 5 Huang 55 '"14.7% RIHREF P, K
T B KA Mazziotti 25 "27.7% Wy, 5K TD M
Hh, 47.8% RIGITIE 3 M HWIBK, 86.6% B
BIF)E 6 A WNFE K. TD LLFUIR IR S BEGE AE M
T, 15 58.2%, IR FILA— i PTG PR TD £
MAE, i 86.6%, W TD ik PREI B H AL
13.4%, 74.6% W) TD B FAF 1E TH R o Il
FIRTT A 6 A PRI DI RE I B KR IE R . 1
19.4% W HRETEIRIT)E 6 ~ 12 4~ H & 25367 H
RIRINREA KB IEH . 2 6% 1 TD HE & B s
21k TD .

P& TD KB R R 81, TD 454K &4 TD
X HRALAEWS . FFIBE ALT, AST. ALB F1 TBIL /K
V-, HCV RNA KR8 R ARAR S INF- o
RFEREAIRTT OTIE SR 2 RS EE L (P > 0.05),
Pavan %5 "W iF58 & B0, HCV KA 1 B &4 TD
)RR, Hsieh 45 P GIFSE A K, TR A3
A FIE - FIETD HH K", T HCV 3
PRI TR A7 A M B O A0 25 5, ARSI — 201
TRTE LR R 5 % 4. BBk, ARBFSE R, TD
HE5ARLA TD AR EAU R 2ZR, LtEkmE
TR (Lt s B =38 : 1), 5 Dalgard """
WIS AL, 7T RE 5 2 PR R A 1 2 S
FHROP /IR BN, P EAGE S R,
7 L 38 3 52 e VB FH 1 HEODR R 3 28 BHURE o552 ) 41 738
A8, RHZAREA RIS s, YRS TD
A (kS G 2 (OR < 4.52 5 95% CI : 2.55 ~
7.45), S5ACHGEMLL, LR B LE TD #fE
RorbEfE e 3 ~ 7 f. (AdA EAMIR R, S
TD %A B A

HOR IR A B HTARXT T 8 B Se vk AR R 1Y
W HAREZNE, ZRPETT RS S 5T
RS AR AR AT Ak, SO PO AR SRCRMAS A6 1 4 A A
14 40 Y B 000 3 R IR R A IR, AR AR
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/N, TD 43R ¥7 | A & $it & TPOAb 1 TGAb BH P
KON 26.9% T 16.4%, W5 T R %LHE TD 4
4.5% T 6.0%((P < 0.05), £ 7T Logistic [7114 537 i
/%, TPOAb il TGAb 42 TD % A= () 4 37 KUK [ &
(OR : 3.6, 95% CI : 1.91 ~7.33 ; OR : 3.5, 95%
CI:1.69~7.02;P < 0.05),

FE BT RBIRTEEE ) B HR IR 55 51
RPUREIRIT M R BN RN, AR TR
FARYT Je RS W HUR R D BE . — 00K 3 Bl 1 F
FER, MR R IFN- y IR R
A AE TD' AT 58 s i — 25 A 21 R 3 i
i
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