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BEVEHE, Lotk 52%, B “Hi-HCV () 114F7 N
Bito WEAESE: 1988 47, HURIRGS T FARIGST, il 400 ml.
BT 1999 R KRBT -HCV (+) , IFThAEIEH, KT
WBIT . 2010 TP M = 7T 2010 4F 3 1 18 H AP«
B JE A S IhRE . ARG LB AR 7E 1IE % T
[, JFIhEE: WRRZFEEBE (ALT) 57.6 UL, KRi14
R BB (AST) 37 U/L, M4 % (TBil)
11.5 umol/L, HEHZ % (DBil) 4.1 umol/L, HEH
33.8 g/L, MHBEASHES 4901 U/L. it -HCV (4) , HCV RNA
3.05 x 10° ¥ 01 /ml. FAS, Z B0, AL IR AR AT 0 E o I
SEAFAYE, FidPifk (antinuclear antibody, ANA)D #24:FA{E,
FURMRTHEE: B SRR R 2R (TT3) 1.14 ng/ml. TT4
CEHRRIEZD 7.37 pg/dl, fEHURRZE (thyroid stimulating
hormone, TSH) 5.19 ulU/ml, if B = Mt IR AR 2 & R
(free triiodothyronine, FT3) 2.18 pg/ml, & HRIEZE (total
thyroxine, FT4) 0.97 ng/dl, $T - HUIRAREREE [ (thyroglobulin
antibody, TgAb) 509.5 TU/ml, #i - HUR RO A& (thyroid
microsomal antibody, TPOAb) 65.2 ITUM, VL L$8rIEH S
FAE 4% TT3: 0.58 ~ 1.59 ng/ml. TT4: 4.84 ~
11.72 mg/dl, TSH: 0.35 ~ 4.94 ulU/ml, FT3: 1.71 ~
3.71 pg/ml, FT4: 0.7 ~ 1.48 ng/dl, HUARIEERE Ak <
4.11 TU/ml, FUIR MoK AP < 5.61 TU/ml. FURRE
Z B R FRIRA G 80k, WIRRZ R4 . Sl
TR R A8, HUR RS TS .

2010 4 3 H 24 S iZEE MR Z LTI ER
a-2a CJRZ KD 135 mg FIFIEF bk 900 mg/d FOREFIAITF, 3
H 31 HIRZRedh 180 mg, 4 A7 HCV RNA KT 5 x
10° $£ 1 /ml.
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BHE 201047 A 15 5HOE. H&AR. HEF
WRAE T BE TT3: 1.89 ng/ml. TT4: 14.56 mg/dl, TSH:
0.01 mIU/ml, FT3: 4.67 pg/ml, FT4: 2.14 ng/dl, H IR R
BREE (PR 912,53 TU/mI,  FRRARGCRL AR Bifde: 29.87 TU/m,
AT FUIR AR MRI 7R PR RCIR IR Y 5 A PR AR, S5 A IR %
JE TR, 22 R A, N RE 22 i R
BRARRE . HORARVLEE Tl AT ORIk 10 mg,
200/d, FEARER M AT, 8 F & A R IR Th e TT3:
0.69 ng/ml, TT4: 4.58 mg/dl, TSH: 4.21 mIU/ml,

FT3: 1.67 pg/ml, FT4: 0.58 ng/dl, HOWR M ER & A Hiik
> 1000 IU/ml, HURARFORARPTAR 54.01 IU/mI, HURARDH
RE LR A 1%

AAE 2010 45 10 H 14 HEEZ B AR, Z&FRED)
2 TT3 < 025ng/ml. TT4: 1.51 mg/dl. TSH: 90.45 mIU/ml,
FT3: 1.13 pg/ml, FT4 < 0.4 ng/dl, #i - TR BBk & 4 >
1000 IU/ml, FUIRBRCRAA TR 71.76 TU/ML, 12 AR R 1
REVIRAG, 5 FF PR bk, fin P 22 FFODR R 22 0 e FROIR R 2
e, 11 H 522 HOR IR o §8 TT3 0.7 ng/ml. TT4 4.86 mg/dl.
TSH 51.29 mIU/ml, FT3 1.7 pg/ml, FT4 0.66 ng/dl, HUR JEER
APk > 1000 IU/ml, HARBRBOR A B 44 70.57 TU/ml,  H
AR IR S HI T o b5 — ELARH 22 HOIR IR 220 42 1) F
W, 2011 4E 5 H 22 SHHCV i3)7 L 48 JH, H 7 HCV RNA
T 5 % 10° ¥ U1 /ml, {SHURERIRIT S5 F A HFRIR RN A
BETI % 2013 4F 12 A Z & HURIRTIBE EH, HCV RNA (KT
5% 10° #£ 1 /ml.
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