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HE: A3CE ST Gravesi (GD) B & E BT FRIREY (ATD) G )T G IR TR, MR IR E X GD
BEWITERMEMEER. ik KE20165E9 H £20184F9 ARt T ERER KW B F —E K R 2k
FHTEHEWHE TH PRBZYIETT (ATD) 328/Graves)ik 25 MG RE R, BIEHHATD)E3EREEY
S AAEREATEGDZA (n = 66)FIMEVATEGDA (n = 262), HLEIBAH—MRIGRRHME. BARIRMSTEIR KL, H
Z FZELogisticEH A Hrzmadt FRRZGIET &R EHERER. 4R 5IERGEHEGDAM, HIGHEGD
MBS MEFT3. FT4. TRAbKF. TPOABRHMER., BRI KR EZEFARE(P <0.05), HLBEHE
BRMEEZ (P <0.05). 2IGTTEP4LHAT L, IG5 HEGDARIRITITIE. B TSHAE. FT37K°F. TRAB
KPE5IEREEEGDAM B ZR(P < 0.05). £ FEELogisticH 33 HT R FIRRPA(OR = 2.997, P =
0.039), #FJ2FT4/KF(OR =1.032, P = 0.005), F2TRAB/KF(OR = 2.509, P = 0.010), J&¥7/ETSH/KF
(OR = 1.084, P = 0.008), J4J7/ETRAB/KF(OR = 1.066, P = 0.035), X GravesF I GREE . 4ib:
Graves¥i BE 4 ki R REGYIGTT 34 DL AN A RS R R L , Y12 TRABKE . BURBREH K
IR FRIRER L RIBIT /S TSH. TRAB/KFRIME AT B 16T T2 UL K TS BAE S HR R

XA
Gravesf, TLFRERZY, WARERE SPitk, FRIREER

Analysis of Related Factors in Refractory
Graves’ Disease

Xin Wang?, Dongfang Liu?2

1Department of Endocrinology, The First Affiliated Hospital of Air Force Military Medical University, Xi’an
Shaanxi
’Department of Endocrinology, Second Affiliated Hospital of Chongging Medical University, Chongging

Received: Jul. 26", 2023; accepted: Aug. 16", 2023; published: Aug. 23", 2023

WEFIH: £, XEK. IR Graves i IR E M), IWKRE SR, 2023, 13(8): 13439-13447.
DOI: 10.12677/acm.2023.1381877


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2023.1381877
https://doi.org/10.12677/acm.2023.1381877
https://www.hanspub.org/

E3E, XRTT

Abstract

Objective: To retrospectively analyze the clinical data of patients with Graves’s disease treated with
antithyroid drug (ATD), and to observe the influencing factors of clinical factors on the treatment
results of GD patients. Methods: A total of 328 GD patients referred to the Second Affiliated Hos-
pital of Chongqing Medical University between September 2016 to September 2018 were treated
with antithyroid drugs. Patients were divided into non-refractory group (n = 66) and refractory
group (n = 262) based on whether they stopped taking ATD for 3 years. The general clinical fea-
tures and thyroid related indexes of the two groups were compared. Multivariate Logistic regres-
sion analysis was used to analyze the related factors affecting the results of antithyroid drug
therapy. Results: Compared with the non-refractory group, the levels of serum FT3, FT4, TRAD, the
positive rate of TPOAB and the goiter rate in the refractory group were significantly higher (P <
0.05). The number of female patients was significantly higher than that of the male patients (P <
0.05). After treatment, the total course of treatment, serum TSH level, FT3 level and TRAB level in
refractory group were significantly higher from those in non-refractory group (P < 0.05). Multiva-
riate Logistic regression analysis showed goiter (OR = 2.997, P = 0.039), initial FT4 level (OR =
1.032, P = 0.005), initial TRAB level (OR = 2.509, P = 0.010), post-treatment TSH level (OR = 1.084,
P = 0.008) and post-treatment TRAB level (OR = 1.066, P = 0.035) were risk factors for refractory
Graves’ disease. Conclusion: There are many influencing factors in patients with Graves’ disease
who cannot stop taking oral antithyroid drugs for more than 3 years. The level of TRAB, goiter,
serum high free thyroxine and the levels of TSH and TRAB after treatment can be used as related
indexes to predict the course of treatment and prognosis of the patients.
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1. 5]

Graves Ji(GD) & 5 i WK H B e 5w , 1 K T 2ot N, 2 f i WK € 28 B E B e Ph i
i R BR D BE TCRERE R IR 80% LA L, B AN /2 8 AL R R VA B R IR A e R (I AH BAE 45 2R [1] (2],
CD4+T 4R R R B S 5 I 5 HAZ AR AR 45 Bk s, M= AE & Fh b B 2r T A g i e+, IR
76 T+ BWRERANAR[3], 520 LA S 250 7= AR 2 R IR B 2% 2 AR Bk (Thyrotropin receptor antibody,
TRAB)HI 3 R AR 52 44 (thyroid stimulating hormone, TSH) ™A= i & (1) HUIR BRI ER, HlG R R FZ 0%
K G EEERUHEEFAMSRER, HRKIARERES, Tt SR 7o IR
JESATE R . F O DI RESZ 0SS I RAE, P S A I AR TR B (4] [5] (6] [7].

HAEE X GD 67 EEA T IRIEZYI(ATD). 131 1. FARVIBR=MiG7 5, A E Ed IR
BRZGYN(ATDYRYY , FENGRIREHIF], 5 A2 B SR (MMI) . AR A B e (PTU), A8 P HoAth
g T 72, Z9aTT ReAE FURIRE R0k 2 B IR F RS R A e W EA, HFETME. Aa
FEUK AN RR IR REROR B L, WRITET B, B RTUACHRG IEREITITRE N 18~24 N H, &K

il
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AR RAFH ATD 5 5 RFEN 55 30%~50%/c 41, ZAEH U2 G 1) 3~6 HN[4]. 60%ME#HE K
RAEIEHG 1~5 £ 200, BIMT 10%KEAE 5~10 FE28[8]. ILHFRFET M GD 8K A KK R
%Z, W& ERHET, 3N THEENS GD RS, @ KA Z BN R X, IS
B R S AL AT 5 38 TRAB 7K & B Al BE ) H i A K[ 9] AL @b X, fEHt FARIR 26T 5
T EMEEAAR I GD FIE K ZE[10]. 3 AMRAHE B i WL 530 GD Bk R RRR T HMfaR R Rz —
[11]e JTAFRA F LRI P 45 0 B 72 K I 2 A GD Gy A s, 8L R 5 GD & U 75%, TSHR
A2 SNP B4 -5 9500 i 7™ S AR FE A 2%, TPO JE[R . A 2R I 4 (L (HLA) . CD40. A4l il /- 25 . CTLA-4.
FCRL-3 %654 555 GD 1 55 B % V)M OG5l 2 5 b s RGN 12]

SR IRAIA 5 Graves i EETE Ik ATD ik 3 FFAANGE1F 2, Graves Wi 2 K UK Re17 2458
& HATE A4 GD Ry7 IHES . HATER X GD Bk B 28R ATD 81 131 13897, A IGRE iR
HACHAZ T H SRR (MMI) 2.5 mg B Graves 5 5 R R [13]. A FLHE AT 45 T G e b R i 28
] {2) 767 A — R BRI R RS, (E F 22 A AT A 4 il [ 141

AP 9 AR B PRI X UM N 328 191 Graves J £ 38, B0 23 A 26— MR PRARRAE A K 384T Logistic

(5] V5143 7 e 2K 2 T T AS RS A U SRR B R R 2 00T, DA S R VE T 77 28 S VP4 T A 4
2. 55
2.1. HAEFTR

IRPEAE 2016 4F 9 A 2 2018 5= 9 A FERERIK I EZH BN WEH 11212 Graves i 3%
328 3], FEATHUFARIRZGYNATDYGYT, ALFE P FE AR e (PTU) AT S Bk (MMI).  Graves 5 2 K
iy 2010 Jih [ R IR ThBE T2 1a Te B bR E[4]. b 2otk 253 51, BE 75 ), Lt EREAER AL
BN 39 X (30~53), FMH:HFEFER PAIEL 46 X (31~59).
2.2. HERRARE

1) XTHHURAR Gt S 2) FFohpeMmynE & maE 2 500 B3 3) HER: A 5 IR BT 850 FUIR iR s
RETUREAE; 4) BEAEAT HURIRFARBBUS HAZ RIGIT & 5) HERRRS 5w 2 DL K HoAth 7™ 55095 .
3. fiRG=E
3.1. fRSERE

W 2016.9 H % 2018.9 A1712 Graves i B FIGIKTTEME S, W6 &, Al BMIL. i, HUIR
BRI AN . FR RIS 2K TA(FT3, FT4). 2 FURIRMER (TSH). 2 FUIRIR R ZAA PR (TRAD). IR iR
FMIEETUAR(TPOAD). HURARERE AHUA(TGAD), HUIRAR E B sk SO0 s MR s . AR sh 2%,
3.2. E&4ERE

Fra UL RITA RIE 1) 882 ATD 7 £/ 18 N5 2) 29/ E4EFF MMI < 5 mg/d 5% PTU <
50 mg/d, FIZ4EFEIN FT3. FT4. TSH IE# %/b 6 ~HALLE; 3) TRAB FHT[4].

3.3. fiRS4A

MEyatEd: GD BERAPUFIRIRZGYGITI R > 3 SELL L, BIEREEEHE LEHEERE. B
RE X BFIBAF LA, 15 24 5 R OOR A2 R BRID RE TCHE (FPIRAS (307 29 IR BR 2R (FT4) > 24.5 pmol/l,
5 FFUIR R 8R (TSH) < 0.35 ulU/ml).
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AEMEVETEA: GD B AR MIE 20t E] <3 47, FEREDF 1 aFUL ERE RKE .
34. TRERE

A [ % [ cobase 411 HIALE R4 B 3 S 4 B A 8 R EC B 1200 6 38 G0 D I3 e FR R 3R
(TSH)~ LI 25 =M FDIR IR R 2 R (FT3) L5 U & HUIR IR 2 (FT4) . FUR IR S A B 544 (TPOAD).
FURIRER R U8 (TgAb), S5 E TSH N 0.35~5.00 ulU/ml, FT4 4 9.5~24.5 pmol/l. FT3 4 2.1~6.3
pmol/l, TPOAb &y 0.0~34 IU/mL, TgAb N 0.0~115 IU/mL. 112 [X cobase 601 HiL2E:E N4 EHE)
G 53 AT A S S BE 10 & 20 A HR IR 2 2 AR BT (TRAD) (S A Bl 0~1.75 TU/).

4. GirFEHE

PL SPPSS 22.0 fRAZ MRl HERR, FFEIESOMANRHALE £ bz, T IR
A Al ARIES AR, IR A BIQR)BEAT R, A BCERRIIME, WU R B
FREE . AR S A LA T RN, IR T LR RS . 2R Logistic [R)A 0 Hr e if
GD B#FHIMHAEHEE. P<0.05 K, HYit¥%ER,

5. 58

5.1. Graves s B & MR A SAFXER M H A —RRIE R FFAE R £ ALIRFREE B

HAexEiaPE GD AL 1), MEETE GD A2 % FT3. FT4. TRAb 7/K°F. TPOAB FHPEZR.
FOR BRI oK 26 B 2 22 (P < 0.05),  H 2otk B3 B R MR # 2(P < 0.05). PRALEE WIS TEAR 6
BMI. ZEsE. Wil s s SR HAL B & %5 . #)12 TSH. #1172 TGAb. #]i2 TPOAb. HRAE

ARG ERE (P > 0.05).

Table 1. Comparison of clinical features of the refractory and non refractory GD groups

= 1. MEAM GD AFNIEMEA M OD AREAbIR R BRI EL

FExEVEYE GD H

MEVETE GD A

74 (n=66) (n=262) P

RIFER(D) 38 (27~48) 34 (25~47) 0.779

PER(F3/40) 8/58 67/195 0.002

BMI (kg/m®) 21.8+2.6 224+35 0.215

K (%) 5(7.6) 35(13.4) 0.199

M 52.(%) 6 (9.1) 41 (15.6) 0.174

W 5(%) 3 (4.5) 27 (10.3) 0.147

G I B & RPN (%) 5(7.6) 15(5.7) 0.574

TSH (ulU/ml) IQR 0.005 (0.005~0.005) 0.005 (0.005~0.005) 0.275

FT3 (pmol/l) IQR 13.8 (8.6~24.7) 20.7 (11.9~38.2) 0.001

FT4 (pmol/l) IQR 38.5 (26.1~60.6) 57.5 (35.6~100.0) <0.001

TRAB (IU/l) IQR 6.1 (3.5~16.2) 11.5 (6.0~23.3) 0.005

TGAD (IU/mL) IQR 230.9 (74.73~1004.4) 232.8 (42.7~639.7) 0.382

TGAB FHTEZE(%) 29 (43.9) 111 (42.4) 0.817

TPOADb (IU/mL) IQR 265.7 (47.3~439.3) 259.6 (92.0~497.6) 0.498
DOI: 10.12677/acm.2023.1381877 13442 Il PR % 2 3k e


https://doi.org/10.12677/acm.2023.1381877

E3E, XRTT

Continued
TPOAB AP (%) 30 (45.5) 157 (59.9) 0.034
FRORIR T BER R (%) 9 (13.6) 71 (27.2) 0.002
I1 BE AR e LA B R (%) 2(3) 31(11.9) -
HRAE (%) 12 (18.2) 61 (23.3) 0.373

fAIFR: IQR, PUZMALIA], FT3, ¥ B =ML HUIRIR IR 2R FT4, JiiES FUIRIREK : TGAb, HURIRERE B H & HUiE; TPOAD,
RUR MRS S YE B SPiik; TRAb, TSH ZA4&H SHifk; TSH, RHRIEME, BMI: AHEIEL.

5.2. Graves fR 8 & MG 1A SIEMEIG M AT ARG AR F 7T EE

VEIT G A HEAT EL i, MEYE M GD ALiGy7 T A2 IiE TSH /K°F. FT3 /K°F. TRAB /K°F-53ExEIGPE
GD #AHEL A 2 5P < 0.05). HFEAL M FT4 /K. TGAB /K-, TGAB 3. TPOAb 7/K°F-. TPOAb

FH 44 2 AH b TS B 55 22 53:(P > 0.05) (4 2).

Table 2. Comparison of clinical features of the refractory and nonrefractory GD groups after ATD treatment

% 2. MIPRBRAYNATT BRI RIEREE T GD ABRIXTEE

MEVE T GD 4

ey 4

Gail ﬂltxﬁ(«siﬁégD 4 v P
JRTE(HF) 2 (1.5~3) 4 (3~6) 0.000

TSH (ulU/ml) IQR 1.5 (1.0~2.1) 2.8 (1.3~5) <0.001
FT3 (pmol/l) IQR 4.8 (4.4~5.3) 5.0 (4.3~6.4) 0.039
FT4 (pmol/l) IQR 16.4 (15.5~18.9) 16.9 (14.6~21.4) 0.407
TRAB (IU/l) IQR 0.8 (0.42~1.36) 2.1 (1.1~6.1) <0.001
TGAB (IU/mL) IQR 124.1 (26.6~426.7) 78.3 (21.4~600) 0.970
TGAb [H (%) 20 (30.3) 64 (24.5) 0.337
TPOAb (IU/mL) IQR 204.5 (23.6~382.5) 68.6 (36.9~2108.4) 0.299
TPOAb [ % (%) 34 (51.5) 103 (39.5) 0.076

fAIFR: IQR, PUZMALIal, FT3, B =ML FCIR IR R MR FT4, JE FURIRE: TGAb, HURIRERE B H & HiiK; TPOAD,
RUIR it S AL Yl 5 S 4ifk; TRAb, TSH 24k H &#Hifk; TSH, {EHURIRME.

5.3.

FM Graves B EHWIATERNEXBERS N

LA S R NS R AEVGPE GD 41 =0, HERTE GD 41 = 1), PLSMAHRERIE VAR, £

AR

PEH. BMI. FUIRBRIEE K. TPOAb. TGAb. ZR . WOMRSE . DB s, g RSB

R IR FUR B K (OR = 2.997, P = 0.039), ¥477 5 TSH 7K~F(OR = 1.084, P = 0.008), #4775 TRAB 7K-F(OR
=1.066, P =0.035), ¥Ji2 FT4 /K*F:(OR = 1.032, P = 0.005), #Ji2 TRAB 7K*F:(OR = 2.509, P = 0.010)& X4

P Graves Ji G E 2 (35 3).

Table 3. The influence factors of Refractory GD
3. MEaM GD WHEXE RS

- Z A E Logistic [FH#47
OR (95%CI) P value
PN JIN 2.997 (1.057~8.504) 0.039
18T )5 TSH /K-F 1.084 (1.173~2.885) 0.008
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Continued
1697 )5 TRAB /KT 1.066 (1.004~1.131) 0.035
¥I2 FT4 /K 1.032 (1.009~1.054) 0.005
¥]& TRAB /K-F 2.509 (1.241~5.074) 0.010

6. +Tig

PUAHRIRZGY)(ATD) 2 B T E W EZREIT AR, DORGYAE —EMERE. HAllkK -7 7E S
5> GD BB T KR T AN RE ik RIS 2 br itk o ASHIF 70 S 4E = FH ZE B Graves 3 (8 328 f33E47 (1]
JEPE AT, HRAE GD B ik ATD 1697 )G 3 SR BIFL, A AT GD AAFEdA ™ GD 4. HER
BoR e, WIZH TRAB MK HURBRM O, I sl 25 HUIR IR 25 DA R YT f5 TSH F#84IK T+ TRAB
PR 2 3 805 R BRER R PR I R 2=

AT FE At B 253 1], T3 75 B, LR TR AL O 39 % (30~53), RS TR A £ 46 %5 (31~59).
FRTCEF DL AT AT, B it 2z 5 5 B AN 2, nl e MEBCEO R A0 i i S RGO [15], IF
HAW 7R BUMERZS TRAB /KT 2IEME, 5 TPOAB. TGAB K HUIRIFME T K[16]. GD H¥ il
WRZHH R TN . MESE S SR, R B B IR /N B A IR 1 4 4
M, BREMERE T4, E45 THEBERIGITE CDA-AMR[17] [18]. #Hf, F1% GD &
BRI E KRR, RN HCR BRI RS B 5191,

AW METR T GD L IAERS AL 5 34 % (25~47) L AEME VR 1 GD 41 38 % (27~48) Ik . iX 5 Manji
XL E 2050 B EFN GD EEVISIH R A AL, H A A EE R A 41 %, T 551 A B Re
N 45 %[20]. AR BMHHRA L FENT 20 B H GD MEMRREK, FTRES 5 MmN AT &,
ARSI RA K19, JLE K EDE GD EEHRLN 17%~33%, WHEMLTHRA, BFAERSGER. 5
FRNARAAR) AL, WIS e AR . GD 5% 38 K HUR IR FA R 22 S R MR R AIK, AR, BEARE
B2 H M GD JLIE UG MR R &, (B 7R 2B 5T [21] HAR SR R R BUERS XS GD (1520,
Al A SR B PIREAR N DU K et =R .

TRAB {EH T TSH SZAA I R R 25 70 W ZOBE I #1172 TRAB fm7KF-BL S 21 TRAB KRz 135
f& GD B NG L R IS B IR R . TRAB /KPR, RaRHUARI e XaL™ &, 4mih
JT I T K [22] [23] Arjola Bano 55 N34T HTHE PRI AR 78 27 /5 TRAD 7KV 5 5 82 & XU 5%, {H TRAB
EHRPEERE RS RBEE TR SR, RERNEZUCE T LM - #4 - FAREM BT, 28 EF PR
Xt TSH B R B ES, 2PN, WM. TPOAB HifkZE s . 4R GD B, & TRAb 5EH
R KPR S SRR A G, (HREZFEERFY, & TRAb 5HRBEE AR EES M, H
58 RN HK[24] [25]. TRAB PUIATE GD BE VLI 21 900% A oY, — B N2 H iRy k&
R EEIEFR[26]. Nalla P 55X} 66 A~ GD BEH HATIRRWEE KIIETT 1 )5 TRAb FHIEL) 45%, 5 44
FHPE I 23% [27]. Xander G Vos & AXS W12 BT B FH AT R ILLAA 5.4%) 5 TRAB %, H
PER GD B HURARERAE M I N 3 5%, TRAB 7KF- 5 HUIR IRk £ 1E A%, 5 FT3 F1 FT4 BLEA S,
TRAB FHAEFNBAPE 0 N FELE R 55 500 R 25 5 TG W 48 22 53¢ (28] Cappelli 2537 10 4ERTREPERT 72 K BL GD
¥ TRAb HIZKF J3R97 6 A H 5 TRAb B N AR S5 H TS AHOG . WK TRAb > 46.5 TU/L LARIRYT
6 MHJG TRAb FREICT — s SKIAANREGMAH (23], ANt 5 S50 AT IAH G, ATD %25 2 DL
TRAB [t 8%, TRAB 77 AR E TSAB MHET M TIAB, TSAB Tl Graves H T & 5 A #ER,
{H H AR R A R, 775 LA TRAB A 3 A F B TSAB [29].GD &3 1% A I+ TPOAB # TGAB
FHE, ARFFRAEYIZE GD B v R BAEGTE GD 410 TPOAB FHVE R AR A GD 47t , (H&HH
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RIRZ5H0I67 5 W24 TPOAB o B 5/ 22 5 . Masahito Katahira 25 A% GD B3 #EAT K IR D7 R IURAR )
TgAbs FEZE/KF (11 4E TPOAbs) 552 ATDs 1697 18 S AR 5%, [FIR H A — ik 72 K 8L TGAB 5
HLA-DR3 Z{7JEKAHC, KRB Z 1ZIE RN 5 # GD &R FFK[8].

FORBRI K2 GD B IR RN —, BRI R 5 H T E K FA 5. Laurberg 55 AXIH]
RN A [R] LR B K [ 588 3647 ATD ¥ 97 JEAF 25BE 1T 5 4F DAL, A FOIRIBR I K1) S8 58 FL 2 e i I
it 80% [30]o [FII i HIF Fi 78 30 I 55 1 LU Lotk S ) AR AR AR B 1 OK 78 Lot B b RO IR AR 5
PR B2 IEAR[31].

FRIREEOKT 5 B IR R IR TR FEAR DG, AW Fi4R Hh FT3/FT4 LA NS GD B R AHXK . {Hifl
i FT3. IfiliE FT4 %R 5 Graves Jii [ E K MR VITER R o 12:E — 0 LEAF 72 -8 H L5 FT4 KFmAK
HH PGB o SRR IG N o 1 55 AN BIF A i AR R BLIMLE FT4 R FT3 KPS E K RGN M. A%
# Logistic A R ILIME FT4 SHRURIRADGIT A K. 7H —O Meta 70T [FIFEFE H L35
FT4 KVP5EKAR, HXEHLMNTER[32]. ETFARRMOCR G, YIS FT4 KPR EE S
TRFNE BT RUR IR 20697 F AW S BT, B AR WTE N 47.3 pmol/L I}, 551 79.6%, R Bk
70.0%7% 4, &R ATD 5R IR 5 A HEIIIPER, W8 TSH P HUAAR I L A7 vT B 2 B s 24545
G FH[33].

GD B3 Rk S BRSS9 A I oE . DUE GD B H /] ATD JEii S22l i A vl BE L
SRR 250 0 B S I E L, AR FEUE S R I AN 5 W R 1R HOIR IR D) B R AS A DR [34] HIFE IR
HR I TSH A8 IR BRI R I TR, TXRh 22 e 3 AR 1R YT 8 N H ks, 1RIT 4 2 A5 16/86
Bl 3 TSH RIKE IEH[25]. SBHESEANMRIEIT 2 AR R IT 25 1) B3 HARIRE R KR & H s, U
Je AR IR AR 2K B IE VO L, {H sTSH KU ARBEKE IEH, N TSH AT RESLHMH] FIBL S 2 H
TEEfR - HURBRE AP E K B LR B3, 5 TRAB $FEHFFEAHR . IR L5 Nl & & ZAKBIGIT, 1 H.
AIREIE R, AAEHARIR R REAR K E A K[35]. ITFERMEHIR ISR (TSH)WRA ] 7 E 2 1)L
S UM FARBRECEE T TSH M EZ L. U TSH 7K R 0175 A B 2[R RE A2 Tl
M GD &K HIFER[36] [37].

H A Z %5 Graves Ji & UK B TN EC TR 0 AH OCHB AR, IBUE D 324 V2 W 2 GD B ZE R
Bl Bk Z FIBE R B EER T GD BEERZ S EE RN R, LRI G777 [38]
[39].

7. 4hig

gi BRIk, AW R =W EEBL R Graves 7 B, EE 0T GD B Kk 3 UL AREEIF LA
FRBIER, EERLWE K SV12 0 TRAB /K- FURARIM K L7 =i 25 FR R R LUK 7 )5 TSHL TRAB
KPR AR FA R ZAbRFEA TS HIXEJRIR, AR, Graves 52 Z R RN, AR
REANNILABSRRR, £ 5 ST U b 7 B AR A R R 58 35 S 2 5 &

SE
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