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 E.BH KT Graves'm(GD) 5 HLA-DRBl £ A B $ AR Me % 4, FiF MAZLIR 2019
£ 8 A £ 20204 10 A% Tz e GD &% 120 41 4 GD 4. % ik IR 40 1 3 fo 55 #5480 1T B 69 2 R4 &
100 4] A st p 4, 46 A & o # R R B4t R & 5 9] o A (PCR-SBT) i #F GD 48 & x+ B 40 # 17 HLA-DRBI1 %
ARG, R GD A HLA-DRBIL % 04:05, * 08:03 #94 &£ & T B4, £ F A %t 5 &L (P<0.05),
HLA-DRBI % 04:05, % 08:03 T4 2 GD X A #) £ B/ £ ,OR 1L 5 % A 3. 735(95%CI: 1. 236 ~11. 290) #=
3.032(95%CI:1. 403~6. 551), GD 241 HLA-DRBI1 % 07:01 #94 #4& F B, £ F A%t F &L (P<
0.05), HLA-DRBI x 07:01 T4 % GD X A #9447 B %,0R 184 0.328(95% CI:0. 141~0. 768), # A
HLA-DRB1 % 07:01 4§ % #42 F kMg & £ K 44k (TRAD) K -F %1%, 5 3% % HLA-DRBI1 % 04:05, % 08:03 & &
PS4 R e B F LR, 2 F A AT FEL(P<0.05, 418 HLA-DRBI % 04:05, * 08:03 T 42 GD X &
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Relationship between HLA-DRBI allelic polymorphism and Graves' disease
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Abstract:Objective To explore the relationship between Graves' disease (GD) and HLA-DRBI1 allelic
polymorphism. Methods Randomly selected 120 GD patients in the hospital from August 2019 to October
2020 as the GD group,in addition, 100 healthy persons with matching gender and age were selected as the con-
trol group. The high-resolution polymerase chain reaction-sequence based typing (PCR-SBT) method was
used to sequence HLLA-DRBI alleles in the GD group and control group. Results The frequencies of HLA-
DRBI1 % 04:05 and * 08.:03 in the GD group were higher than those in the control group,and the differences
were statistically significant (P<C0. 05). HLA-DRBI % 04.:05 and * 08:03 might be risk factors for the occur-
rence of GD,and the OR values were 3. 735 (95%CI ;1. 236 —11. 290) and 3. 032 (95%CI 1. 403 —6.551).
The frequency of HLA-DRBI1 % 07.:01 in the GD group was lower than that in the control group,and the
difference was statistically significant (P <C0. 05). HLA-DRBI1 % 07.:01 might be a protective factor for the oc-
currence of GD,with an OR value of 0. 328 (95%CI:0.141—0. 768). Patients carried HLA-DRB1 % 07:01 had
the lowest level of thyrotrophin receptor antibody (TRADb) ,compared with patients carried HLA-DRBI % 04
05, % 08:03 and other alleles, the differences were statistically significant (P <C0. 05). Conclusion HI.A-DRBI1
% 04:05 and * 08:03 might be risk factors for GD,and HLA-DRBI1 % 07:01 might be protective factors for
GD. The level of TRAD in patients carrying HLA-DRBI1 * 07.01 reduced significantly, which provides impor-
tant clues for the pathophysiology and targeted therapy research of GD.

Key words: Graves' disease; HLA-DRBI1; allele

Graves'Jij (GD) WL FR Jy ¥R {8 3 #E R IR0, 2 AR HOIRIR R Z IR BT CTRAD) KPR s L
— P L AR B R SR A B R HUR BB L R R g A I L (AT S R T GD i kA R R R

TEEB N g1 4 BT, 325 S 22 A0 oY . A 5EEE#E , E-mail . bgswyd@163. com,
A A A, kR, RS HLA-DRBI 20 56N Z 805 Graves 9 R M0 B 25 5115 IR, 2022,19(2) : 182-185.



BRBEFHSEKR2022F1AF19%% 28

Lab Med Clin,January 2022, Vol. 19, No. 2 e 183 -

- AN AR (HLA) 4% 51 2 44 % DR 47t
JE e T 28 X302 GD st A% K R W 58 8 oy ) 32 19 X3
Z—. PARK %™ xf i B OBE 9 A& & B, HLA-
DRBI * 0301 7£ 5 P 5 GD 5 J& o4 17 7% AH &
HLA-DRBI % 0701 %f GD f£7E4£ 4 /E . MARTIN
SR e B Y B 9 % B, HLA-DRBI * 03
il HLA-DRBI = 11 AJ g J& GD e B R H . H
Al HLA-DRBI1 v 31 5 GD 1) 2% R 78 E A #E
(MBI SE A0 AR 58 % M HEAT T 0 AT K &5 SR 4 E
mr.

1 BZR5HE

1.1 — g%kl BEMLEEEL 2019 4F 8 H & 2020 4F 10
HE2 FARBEN GD B3 120 625 GD 41, Hrp 5 42
)4 78 ], S AERA (38, 7245, 33) % . AN ARRE
B GD WK 5 A GRS 8 RRAR AR ™
BE N A B GD 8 GD ¥R & & Hik 3 N H K
THHARMBRZGYRYT o HEBRAR U A oA B B S g
PRSI o Jy 2 IBCTR] B 1 ) R A 1 A DG TC i it B S A
100 ) Ry X HE L, Forp 5838 i, 4 62 ], 7 AR i
(40.5346.63)% . ZiH M HZKJE % F MG R &
B AT I LA g B A A B S B 2L o

1.2 ik ZlHEZEME 12 h 51 2 e Ry EE
B AR EEE 53 BRAESPJE # K 45 5 mL, fRBEE R
JEHE 30 min J5 L 4 °C .4 000 r/min &> 10 min,
S I K MM 3E R F —70 ‘CokHi . HLA-DRBI1 &5 43/
R DRG0 SR FH v 3 B 23 SR 5 I s i )y 1) 3 B8 (PCR-
SBT)#:. DNA $#2HCR 8 E QIAGEN 23w 4 7= 1y
F% R B2 G R & 5 R P 2 [ 38 8RR IR 4 W] A
() ABI 3730XL & K U J7 4% . i i UTYPE K {4 k47
SRS B OR A 3. 26 B K EEA LM AR A K
(MHC) %5 4l P, B A i br o 45 4 B0 i 17
TRAD g % H #i 1  [RA ] AR 77 11 €801 Hifb 24 &
A K FL R & . U B = L EOR IR R R (FT3) .
B R IR R (FTA) B =R IR R E R (TT3) 8
FARBR 2 (TT4) A AR IR 3 R CTSHD A6 R A 2 [
L 8 P2 JR 0 A AR 77 9 DXT800 42 KA e it £
E il

1.3 Srifsahb# SRA SPSSI19. 0 Gt it 1 {4 i 47 %k
WhT. FFAIERSANITERERL 2 +s RR. MW
Y1) H AR ¢ K56, 22 41 1) b R O 28 0 s AN
A IESSANIT TR M(Py P RR, 24
] 1% % ] Kruskal-Wallis H #3655k 2L 1)
Hrak R R AR R X° A 3R sk Fisher B U1
=y f# ] Haldane's modification of Woolf's J ¥
5 OR F1 95% CI, DL P<C0.05 N2 H 5%

2 £ £

2.1 HLA-DRBI Ffi RN ZE %S GD Z KX
% GD 4 HLA-DRBI % 0405, % 0803 Wi % & T
PR, 22 A GE it 2+ L (P <<0.05), HLA-DRBI
% 04:05, % 08:03 1] fgJ& GD KM el K%, OR
G435 3. 735(95% CI ;1. 236 ~11. 290) F11 3. 032
(95%CI :1.403~6.551), GD 4 HLA-DRBI % 07:
01 MM AL T X AL, 2 R A4 E L (P <
0.05), HLA-DRBI * 0701 A] fgJ& GD & 4 {54
K% ,OR iy 0. 328(95%CI ;0. 141~0.768), W3 1,

F1 HLA-DRBl SR EREREAPMN I HIHFR

HLA-DRBI1 GD 2 Xt B8 4]
OR (95%CI) P

EvE s [nC¥)]  [n(%)]

*01.01 6(2.5) 8(4.0) 0.615(0.210~1.805) 0.422
*03:01 10(4. 2) 8(4.0) 1.043(0.404~2.697) 0.930
*04.01 4(1.7 3(1.5) 1.113(0. 246~5.034) 0. 889
% 04:05 17¢7. 1) 4(2.0) 3.735(1.236~11.290) 0.013
* 04.06 4(1.7) 2(1.0) 1.678(0.304~9.261) 0.693
*07:01 8(3.3) 19(9.5) 0.328(0.141~0.768) 0.009
*08:02 6(2.5) 1€0.5) 5.103(0.609~42.760) 0.133
* 08:03 30(12.5) 9(4.5) 3.032(1.403~6.551) 0.004
*09.:01 40(16.7) 20(10.0) 1.800(1.014~3.194) 0.051
*11.01 12(5.0) 16(8.0) 0.605(0.279~1.312) 0. 240
* 11:04 0¢0.0) 4(2.0) 0.091(0.005~1.698) 0.042
*12:01 8(3.3) 12(6.0) 0.540(0.216~1.349) 0. 250
% 12:02 11(4.6) 12(6.0) 0.752(0,325~1.745) 0.526
*13:01 4(1.7) 3(1.5) 1.113(0. 246~5.034) 0.889
*13.02 6(2.5) 12(6.0) 0.402(0.148~1.091) 0.089
% 14.03 12(5.0) 000.0) 21.940(1.290~373.100) 0.001
*14.05 2(0.8) 3(1.5) 0.552(0.091~3.337) 0.663
* 14.07 2(0.8) 000.0) 4.203(0.201~88.130) 0.503
% 15:01 42(17.5) 44(22.0) 0.752(0.469~1.206) 0.277
*15:02 4(1.7) 8(4.0) 0.407(0.121~1.372) 0.152
* 15:04 2(0.8) 4(2.0) 0.412(0.075~2.273) 0.418
*16:02 10(4. 2) 8(4.0) 1.043(0.404~2.697) 0.930

7 HLA-DRBI = 11.:04 955 Z 7 # 21 18] Fb 3¢ i P <<0. 05,10 GD 41 &
HNECH 0, B9S2 CT A5 1, Ho e i 2 38 A7 BE SO A0 A 53 BT 5
HLA-DRBI » 1403 ({45 5 46 70 41 ] HL 8 I P <<0. 05, {3 %) fR 40 A %%
H0,95 % CL 3K H G2 38 AR B ORI 53 #T

2.2 GD 3 HLA-DRBI S 3 H 22 2804 5 Hoilm R
SAEME R #EHF HLA-DRBI » 04:05, * 08:03, *
07:01 Je HoAth 55 437 3 PH B 35 ] TRAD /K- B & 9% 4F
W H R 25 SR it eE i X (P <C0.05), #4F HLA-
DRBI * 0701 fy## TRADb KK . 54 HLA-
DRBI * 04:05, % 08:03 N H At 55 {37 FE PR Ay 8 L3
ERA G FE X (P<<0.05), W2,
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*®2 GD £# HLA-DRBl EMNEFEEMHEHIERFENX R

HLA-DRBL %78/ BIRER (TLs, %) B /4 (n/n) TRAB[M(P,,,P;;),U/L] FT4[M(P,;,P,,) .ng/dL]
* 0405 41.0+16.6 5/12 26.58(15.12,37.27) 0.76(0.46,1.23)
%0803 45.5+17.6 10/10 26.32(13.17,37.87) 1.52(0.22,2.85)

* 07,01 44.3+11.7 2/6 3.56(1.02,5.52) 1.67(0.57.2.67)
Hofth 34,049.9 25/50 16.12(4. 25,26. 35) 1.20€0.56,1. 92)
F/H 5. 800 2.655 11.350 2.018

P 0.001 0.448 <0.001 0.115

HLA-DRBI i 38 FT3[M(P,. ,P,.),pg/mlL]

TT3[M(P,;,P;),ng/mlL]

TT4M(P,. ,P..).pg/dL]  TSHIM(P,; ,P;) ,pIU/mlL]

* 0405 4.31(3.11,5.57)

% 08:03 7.53(3.17,10. 37)

%0701 5.67(3.18,8.55)

Fipl 4.38(3. 25,6. 65)

F/H 1.373 0.372
P 0. 254 0.773

1.65(1.12,1. 93)
2.02(0. 83,3.65)
2.43(1.19,3.83)

2.13(0.57,3.42)

10. 52(6. 62,14. 16) 1.03¢0. 13,2. 81)

8.04(2. 35,12.03) 1. 24(0. 53,2. 59)
9. 38(4. 36,14.53) 1.45€0. 25,2. 79)
10. 85(5.11,15.48) 1.12€0. 16,2. 75)
0. 776 0.051

0. 509 0. 985

L A RS AT B 5 HLA-DRBI % 04:05., % 08:03., % 07:01 LAA Y 2 {7 FL A .

303t %

GD Rl R b8 DL BB e 22 v B AR IR I
i R LTI 2 R G HL R G LMK RG %2
FRGE S X B A i AR R B W L A Ik X i
R e S i ALl B A L. GD B KGR
BT 38 Sk X 5 R RUSUE i 1 B 5 BR[O B
JIfy LU S B0 R A ) I A8 GD R HE 38 B gy, 4 7 5t 1% I
RIEZBRM R ED HATRMEN T EE2AMR
L 2 GD L FERm P R,

MHC XA T 6 5 By (R 08 2 5 25 11 40
LB ISR £ 1 2 N S R DA 2 b i % R T R TR DX I
Gifith 252 AFRIKFE N A L 411 75 AR 2 5 Bt A A 2 17 2 ik
WL BA LSS . GD J&—Mi T i E 20
SR E R R A BB . T O A
g HLA 735238 50 U ) 2 & YA BAE
RN, IF &R e OB, B A W 5T 4R aE
HLA B[R H 52 HLA- [ K5/ 5 GD A%,

AWFFEXT GD 583 LA He xf 7% HLA-DRBI 4%
AL R HEAT T i 43 B RS BL DF 4 B ARG I, 25 2R 2 3 GD
B HLA-DRBI % 04:05, % 0803 A4 5 5 & T {d ¢
Xf B8, #E 4 HLA-DRBI1 * 0405, % 08:03 A i &&
GD kW fa ks %5 GD 8 % HLA-DRBI » 0701
FR A0 23 B I AT T4 B X BB KL AT B 2 GD kAR Y I
PR, ABERER S E NI B A S W Z AL b
A AR Z A 33 AT g R [ Bl AR [ 3 1 22
S 17| S A5 S B DR R A A A ) AT G . 7R R A 1
b NBERY AL e AL AR 2T AN [ Bl e L
B3 A R AR B, ML A, T R
SR M AR SR R L B2 FURLI R Gk

AR L A 2 AL R AL Z i E GD &%
AR BT L L RO 5B M GD % B B WA AT BE T £ bk
BRSO W ST A R B, fE GD B OE v,
HLA-DRBI % 04:05, % 08:03., % 07:01 J F fth 2 {3
HEHEMBE R TRLE, 2R AESEITFREL(P<
0.05) , #7455 ik & (i 3£ [ HLA-DRB1 » 08.03 i &
BRI B . b Ak 454 HLA-DRBI % 0405, *
08:03, % 0701 Ko H:Ath 55 40 J& [N 1) i 2 PR ) b ¢, 22
RRGIEE L (P >0.05), 5 F R4 RAETE—
EXES., FARE A Z Pk TRAD 251 GD iy £ %
BRI LGD & TRAD /K- T+ 5 . i 35 50k IR 8 3 b
B 40 A WCTT 5 R FE R B KT A T & B
#E4F HLA-DRBI1 * 0701 ()8 # TRAb /K F I i f&
% . % 8 ax & HBE BT 1k GD & A= 5y nl ML o] 1
it — 58 GD B FUIR IR B K s L B IR T
I74) T LR N

2% Fri , HLA-DRBI1 % 04,05, % 08,03 ] fig &
GD %A fak 2, HLA-DRB1 x 07.01 AJ f£ & GD
FABEPRE, #4 HLA-DRBL % 07.01 (R #H
TRAD KB 8 FEAI X S GD (1 95 B AR B 2% J2 HE 1)
HITFsEdRE T B R (LA N O i I
PRBFSE I HAFEAS G /)y o 85 B0 75 KA 2 e
P PR B 5 i — 2D IR 5K .
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