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Abstract

Immunoglobulin-G4 related disease (IgG4-RD) is an autoimmune inflammatory rare disease that
can affect multiple organs. When the salivary glands are involved, it is called immunoglobulin
G4-related sialadenitis (IgG4-RS). This disease is often similar to the clinical manifestations of solid
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tumors and chronic infections of the salivary glands, and is easily misdiagnosed clinically. There-
fore, this article intends to review the immune mechanism, clinical manifestations, auxiliary ex-
amination, diagnosis and treatment of IgG4-related sialadenitis, in order to strengthen clinicians
‘understanding of IgG4-related sialadenitis.
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1. 818

19G4 FHIMEPIE (19GA-RD) & —Fl & 1 H & S HEFE W, W SR EF 2 M EEZ R, GRER.
BB BUIRAR . FEARESE[1], 2R VRIRAS MU A 1gG4 AH < 1k I 7k i 25 (immunoglobulin G4-related  siala-
denitis, 1gGA4-RS). 3= B PR BRRFAE A2 e NR O PE G M2 o, DL SR R T Bt s I, A I
5 19G4 /K FFt . K& 19G4 B A ARIZE A SURZF 440 [2] o I R L FH B B2 B RT3 & [3]. i
SRR NATTXZI F R IRATL I R R2 T BORIE T3 IR, DRI A ST I gk L B i F i idk JR kA7 45508, DA
WA B PRAZ T R 5T B2 e 1

2. 19G4 HH 3 14 e 73 BR 5 48K 34
2.1. NIRFR

19G4-RD AN [F] 2% B [ R e It 25 B DA Ay o AN [R50 T AH R 23 ) i 44, 4 Mikulicz A5 (TE A R i
2 2). Kuttner J& (8 FAR3Z £). Riedel FURARA . 1 B[ B g PEERR K . Ormond 9% (18 5 J5 2T 4E4L) [4]
5. ELF 2003 SE 1 R T R GiE 19G4-RD HIMER[5]. 2005 £F Yamamoto 5 A HILK e R 2495 (Mikulicz’s
disease, MD) 2. 1 19G4-RD ¥F % £ [A] (11l PR A0 BEAFAIE[6], (K, MD #3472 1gG4-RD [ —Ff, 2011
F Geyer ZE[7]H2 H 19G4-RS HIME S R4 M IR ) 19G4-RD , FK5 15 14 A A P4 M v i 75 [8] 1 MD BB E 1 o

22. FATHE

P HA S E WS 4RIE, 19G4-RD KRR 41N 2.8~10.8/100 Ji[1], FH kKT 90%[ B & ER > 50 £,
BLLHIZ )y 4:1[9], B RLEGSFSRE. RESEFE W THERE. IR, 532[10]. KRS NES
LT IHE. RS AT AR AE[11], B R RE IR .

HHEFiTE H 19G4 A O B MM 26 7 BT A AR e 1 1 PR E R 28 FR 2 L 2844 33%, 1T 19G4 FH G
S PERE AL AR A b 5 = S AL, 2 92%~100% [12]. ey, RMERAR DAAT R IR A2 B8N W(94%),
IRZ AINBNR(29%) FI T N IR[13]. W AT BB R A AE /N IR, A B A5 A [14]

2.3. kmHEl

23.1. BEEER
B R, JUR AR AP R (HLA)FIAE HLA S5 B8 R R nT RE 5 19G4-RD S st skih
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I7 SR R A OR[15] . TR R, 1k HLA 25 R4 5 H S MM 5, i(HLA-DQB1*04.
HLA-B8. HLA-DRB1*03). b4k, HZ/MNHE HLA XIGALS, SemENg . Bt LR =6
K[16].

2.3.2. B Hiff

IgG4-RD & FH AR 1 B St B A E AL B P2 A BT 1 B e 0 1 B S R AT S 72 A Y
E 19G4-RD 3 LR FEZH 41 b o] A2 5 1G4 P B M SEse B9 1 [17]. 34k B MMy 1 5
Bt RN, 2 R EHHLSIM, HIT TS [L9] KR RAHSE. AN B 41 AT §8 i ik 208 i/ MRATAE
KK 7 (PDGF) KBS 4T 44 i, M 22 2L 41 44k [20]

2.3.3. T 4HHf

1) TFH 4Hfd: T 40MHEZ5 T 19G4-RD [k . H Stk mitt R b ATF Bk H 1
(BATF)FI AN 4 (IL-4) G JE IR AHBh % T 40 (TFH) RRE & WAL RI/K P 5500 8 X 28 B 80 . 183
R M 25 DL S I 1 19G4 AT IL-4 IR FE[21]AH G . TRH2 28 SR 0 4t i P51 ] LA 2 B 28 i 74k
NP I RIE[22], FFi5 S B UK 19G4 AT IQE IS HIEE B, 23 IL-4 1) TFH2 40 i 4H 235
FERE S R — 2120 19G4 FHYE B 4N ECE RIS 19G4 /K THI5E[23]. ik 1L21 B TFH 4 5%
Toa T B M AW Rz R R S R DR [24].

2) TFR 4534 1L10 fI9E¥ R ¥ T (TFR)4HML, AT RETE LA 19G4-RD ks i) s Bk A (1 200 4% 4
ORIEMER]: bAh, TRR 4% 5 Mg T i) TRR /K-F 59505 52 R 48 5 0 H A 9K [25].

3) CDA+4H il #1%: T kL4l (cytotoxic T lymphocytes, CTLs): #ik M/t 1gG4-RD ) H 9 B4 24
i BACEREN) CDA+T AL HE[26]. 7ERA B 4 4 C-C & LK+ Bk 5 (C-C motif chemokine ligand
5, CCL5)J5, CDA4+CTL #ZEERIREALIN[20], FHFALEEMBIAT[27], FHiELREFHAELKRE
¥ p (transforming growth factor 8, TGFS). T3t % y (interferony, IFNy) Al IL-18 0% 5 B AT 4E i, ek
7 S UM AL T2 IR [28] - W 7 K B CD8+CTLs th A 1l il it i S HL 4L 40 [ 4i iu 56 T 7F 19G4-RD
R ESURTER[27].

2.3.4. ERE4ARE

7E 1gG4-RD HFH WAL F, BRI 5625 T 44b & 4E[29]. AMGE R ZE1E R ERRTE T4
Mo, T HRIEZRELT 41k 21, 0 IL-18. 1L-10. 1L-33. TGFp A CC18 [30] [31]. ‘BfE% RAHHKMILF
Yeth X IR TR, H5 A 40 FE A 95[32] [33].

2.4. IGKRFTIN

19G4-RS i & I A ME R IR (CFG e A2 TN A5 ) B s SO0 ek Bk« SR e A TE e PR I A« AT R A B iR A
oK [34], JRAERBELL 3 N o I HER W IEH B B R D, 2 3000 B B I THE . A AR
FEAE TN A T M rb 56 g 7™ 5, FLHASKE A T AT 2035 [35] - 19G4-RS N 5 Hu A =3 T e g7k e Jip K F 03 A 5 1]
WITIRSEAAE S A8 BELZE M T AT Pl Y JR 248 AR T o 4 438 2 P R B2 A 2 i 52 [ 36] o
25 @HEHKEE
2.5.1. M&FF

I35 19G4 KPS I3 R Bt L 5 (8 H AU S &1, v~ 19GA-RS FII PRI2 Wi FlT 38008 22 33— 52 1 4
WERRIL, ME 19G4 ACF Tt a] W5/ Bl BEARE . B pom 25 g A2 1 B s s (5 &
G MR SRR A . R MM DA AR M B /N BRI SE) [37], [RIBE, “FE PR H LG 19G4 s FHE N
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1.35 g/L IR iZ W 19G4-RD IR HE R FE AN, ATRESS I NG RIR 124, FF82H LAY 19G4 > 2.07 g/L fE
H19G4 S HEAE LRI, FXT 19GA-RD 55 At 15 £y Gl P 144 72 it AT 65 e PO U P R S
[38], 5 19G4/19G BEE1E A 19G4-RD 5 Hofth B & G MR I S 2 Wi dR bR, RSt — D 3 e 2 Wik

Y
HE o

2.5.2. fRIEE

19G4-RS 3 T Al N IR LM BE ARG e W UL /NIESE AL ZNIE[R] 2 AR R4 b TR 4 R B
S RV R BRI AR AN P ZE I Ik 28 [36] . s L n] DK 19G4 + FKAHMIRIE, 19G4 5 1gG
PHIELNAELG] > 40%, MASEEIEF R 19G4 BAMEAN AR 10 AN[35]. o 3 I RE AT —Fhal S LRl I
RAGURELRIL, KUk, 19G4-RS BN 5 PR b RmAR . Ik B8 K 8 1tk FILET 2 5 441 it e ek 9 52
H[39]. X TSR R B BRI, HOR A S Tl N IR LA B R 22 R [40] [41]. DR i
BT RSO IR FESORA A, H LBk 28 . RS RIS K 2 2400 B 22 R AE AR AR A
BURL, I PR i BEPRSE 19G4-RS I, JECE IR Al N R LT IR B H A4 L, WA IR 2 12 K 19G4-RS
Y At

2.5.3. ®EFE

R A A RO . DRI B (e B P A T S, DA R AR R A o R R AT R Ak
K, XU AR AR B AR P B 7S AN E8) 5] A [B] B [42] . MRI 212 W el vk B e Bk 1) 3 A R B, o Bl
N TIWI 55 8RE S, Mty 2] amib[43]. X LR A T1 A S s I K B R 850 JiR xR 4 55
SR A B 2 A OO R, R R DR 39 58 5 - 2 A AR /DN I [ B R0 T 800 RS A ) ] X3 48 MR 4 g
R R RE[44].

2.6. CHIFRE

2011 F HASZ WAL T 19G4-RD M5 12 WibsitE[45], FFTE 2020 4FHilE T IEIT R WibrHE[46]:
O KRR : A A E TSR R K TR @ MR E. [fiiE 19G4 > 135 mg/dL
PLEs @ HAUREEY: 2 RS KRG SR IRIE T kb ;s 19G4 PHE: AN HLIZ s 19G4/19G
FEMEAN AR LK T 40% LA 1= H. 19G4 FEMER i 10/HPF. © + @ + ©): #izdl; © + O): #lHiz4l;
O + @: FEizH. WCHWIHIZ 19gG4-RD [47]. fERMHIZH. SEodHY, FELAGENB/E RS
WrindEdE— 212, ZbrdE B BT 2 B0l R BRI P4l (5 bl T BV A 1) Bk, A — 7 SR BRI .

2019 £ ACR-EULAR fil5€ T 19G4-RD [I#rH7r RbnifE, RA MM sF I ANPRAE R HERR AR, H 4
IINFRUESE H AR K T25F 20 20t A4 Al HEAT 12 W [48] . b e RAUIR B T2 B0 ik, 10 LG 75 3
SE RN R SRR R K2 B, R G AT I R I 7 2

3. BTk iE
31 FR

HATAY 19GA-RS BB TIRYT, (EX T LE TR AR L 45 453 B A Sl i) il 1 Ji fif A vaT A5 1 Bt
VIMLEE[49]0 AT — 2w A YAk oW A T RO R L, AT TR UIBR IR 1A, ok R ARAEIR, (H
G IR AR 3 WS T REA K, T T BE R A 4 By FUA R A K o5 T 45 4k 252 BRI 5L [50]

3.2. BERZ R ZE (Glucocorticoid, GC) 2B &M
19G4-RS B#H S M I — L2351 . 8% N GC ¥qy7 e AuhiE, HAZCRIE 90%LL F[49].
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WIERAEHIIEIRIT 2> 40 mg, MiFFsk 4 JH . K b FEARAEERS . s S BT R0 & . i asmlE
AR, i S B U7 AR A 17 A A IR P8 R A A IR R T

3.3. SefEHl

S SN R T 2 S T B . B R Eﬁm%ﬂ KAAKEF ABEREIZ . R, e
G fr Ekiﬁﬂ%mjjr”«zaﬁfeﬂ%%i%mm FEEIS (3], 1gGA-RS Hi Wt B 567 R I H B
WHIN[52], W5 GC Bed M AR &7 801> & & [53].

3.4. 4805

FAT, AEPEEIEIGRITAE 19GA-RD A B BT IEAE T SZ 98, H AT BT A 5 A 2R B [0 76 7 B4 -
B 4HARIEERIATT + SLIA T 4k A0 MR #L 0 40 P9 A5 S TR JAK FR RS . ARSI IR T, A2 E BT
KATREIK Y 19GA-RD WY E LIRS J5VE[54]. X T8 HUG T R, S Rl 1) =0k, SR EIIE i 25 3 A
i 52 (0 f 3, T 2 R A A 22 8 B, A P e 25 W T e 2 1 IR L ) XU [55]

4. BE5

LR EPNIR, 19G4-RS MR E IR ERAEAT e ml, PITHRELER L InRERI . I
A B A R BRI WHZ I, FEARIRPAR RS 2, 1€ Fe B0 7 SRS o W K2 B a2 H R0 1 B I 254,
A S G BRI IR R T RO D RO B R SR LB I WEFEIR AN, XS T 19G4-RS (B I M4 L
IR HEIR T A2 4 Ja 1% U K JE 5 17 o

Sk

[1] Umehara, H., Okazaki, K., Masaki, Y., et al. (2012) A Novel Clinical Entity, IgG4-Related Disease (IgG4RD): Gener-
al Concept and Details. Modern Rheumatology, 22, 1-14. https://doi.org/10.3109/s10165-011-0508-6

[2] Kamisawa, T., Zen, Y., Pillai, S. and Stone, J.H. (2015) IgG4-Related Disease. Lancet, 385, 1460-1471.
https://doi.org/10.1016/S0140-6736(14)60720-0

[3]1 JAtsE k3. 1gG4a MIRNER LI T E L IHR) M), IRARIFIER 4% &, 2021, 37(9): 2062-2065.

[4] Khan, M, W., Hadley, T., Kesler, M. and Gul, Z. (2016) Immunoglobulin G4-Related Disease: A Rare Disease with an
Unusual Presentation. Clinical Case Reports, 4, 657-660. https://doi.org/10.1002/ccr3.583

[5] Kamisawa, T., Funata, N., Hayashi, Y., et al. (2003) A New Clinicopathological Entity of IgG4-Related Autoimmune
Disease. Journal of Gastroenterology, 38, 982-984. https://doi.org/10.1007/s00535-003-1175-y

[6] Himi, T., Takano, K., Yamamoto, M., et al. (2012) A Novel Concept of Mikulicz’s Disease as 1gG4-Related Disease.
Auris Nasus Larynx, 39, 9-17. https://doi.org/10.1016/j.anl.2011.01.023

[71 Geyer, J.T. and Deshpande, V. (2011) IgG4-Associated Sialadenitis. Current Opinion in Rheumatology, 23, 95-101.
https://doi.org/10.1097/BOR.0b013e3283413011

[8] Nagai, K., Andoh, K., Ogata, A., et al. (2010) A New Category for Chronic Sclerosing Sialadenitis as an 1gG4 Related
Syndrome. BMJ Case Reports, 2010, bcr1020092412. https://doi.org/10.1136/bcr.10.2009.2412

[9]1 Inoue, D., Yoshida, K., Yoneda, N., et al. (2015) IgG4-Related Disease: Dataset of 235 Consecutive Patients. Medicine,
94, 680. https://doi.org/10.1097/MD.0000000000000680

[10] Lu, H., Teng, F., Zhang, P., et al. (2021) Differences in Clinical Characteristics of 1lgG4-Related Disease across Age

Groups: A Prospective Study of 737 Patients. Rheumatology, 60, 2635-2646.
https://doi.org/10.1093/rheumatology/keaa651

[11] Wang, L., Zhang, P., Zhang, X., et al. (2019) Sex Disparities in Clinical Characteristics and Prognosis of Immunoglo-
bulin G4-Related Disease: A Prospective Study of 403 Patients. Rheumatology, 58, 820-830.
https://doi.org/10.1093/rheumatology/key397

[12] E#k, fEEha, #UtE, 5. DFERE S 19G4 AHICHEL MBI 15 B AR B/ BT [J]. Hhde s R 20 2k 5 (e
ThR), 2012, 6(2): 167 173,

[13] Brito-Zeron, P., Ramos-Casals, M., Bosch, X., et al. (2014) The Clinical Spectrum of 1gG4-Related Disease. Autoim-

DOI: 10.12677/acm.2024.1451403 111 I IR = =23t e


https://doi.org/10.12677/acm.2024.1451403
https://doi.org/10.3109/s10165-011-0508-6
https://doi.org/10.1016/S0140-6736(14)60720-0
https://doi.org/10.1002/ccr3.583
https://doi.org/10.1007/s00535-003-1175-y
https://doi.org/10.1016/j.anl.2011.01.023
https://doi.org/10.1097/BOR.0b013e3283413011
https://doi.org/10.1136/bcr.10.2009.2412
https://doi.org/10.1097/MD.0000000000000680
https://doi.org/10.1093/rheumatology/keaa651
https://doi.org/10.1093/rheumatology/key397

ERA, BEW

%

[14]
[15]
[16]
[17]
(18]
[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]

[27]

(28]
[29]

[30]

[31]

[32]

[33]

[34]

munity Reviews, 13, 1203-1210. https://doi.org/10.1016/j.autrev.2014.08.013

Wang, Z., Li, W., Hong, X., et al. (2016) Minor Salivary Glands Function Is Decreased in Hyposalivation-Related
Diseases. Archives of Oral Biology, 69, 63-70. https://doi.org/10.1016/j.archoralbio.2016.05.012

Zen, Y. and Nakanuma, Y. (2011) Pathogenesis of IgG4-Related Disease. Current Opinion in Rheumatology, 23,
114-118. https://doi.org/10.1097/BOR.0b013e3283412f4a

Ishikawa, Y. and Terao, C. (2020) Genetic Analysis of 1gG4-Related Disease. Modern Rheumatology, 30, 17-23.
https://doi.org/10.1080/14397595.2019.1621000

Maritati, F., Corradi, D., Versari, A., et al. (2012) Rituximab Therapy for Chronic Periaortitis. Annals of the Rheumatic
Diseases, 71, 1262-1264. https://doi.org/10.1136/annrheumdis-2011-201166

Lin, W., Zhang, P., Chen, H., et al. (2017) Circulating Plasmablasts/Plasma Cells: A Potential Biomarker for
IgG4-Related Disease. Arthritis Research & Therapy, 19, Article No. 25. https://doi.org/10.1186/s13075-017-1231-2

Li, J., Liu, Z., Zhang, P., et al. (2021) Peripheral B-Cell Immunophenotyping Identifies Heterogeneity in 1gG4-Related
Disease. Frontiers in Immunology, 12, Article 747076. https://doi.org/10.3389/fimmu.2021.747076

Della-Torre, E., Rigamonti, E., Perugino, C., et al. (2020) B Lymphocytes Directly Contribute to Tissue Fibrosis in Pa-
tients with 1gG,4-Related Disease. Journal of Allergy and Clinical Immunology, 145, 968-981.E14.
https://doi.org/10.1016/j.jaci.2019.07.004

Akiyama, M., Suzuki, K., Yamaoka, K., et al. (2015) Number of Circulating Follicular Helper 2 T Cells Correlates
with 1gG4 and Interleukin-4 Levels and Plasmablast Numbers in 1gG4-Related Disease. Arthritis & Rheumatology, 67,
2476-2481. https://doi.org/10.1002/art.39209

Morita, R., Schmitt, N., Bentebibel, S.E., et al. (2011) Human Blood CXCR5'CD4" T Cells Are Counterparts of T
Follicular Cells and Contain Specific Subsets That Differentially Support Antibody Secretion. Immunity, 34, 108-121.
https://doi.org/10.1016/j.immuni.2010.12.012

Maehara, T., Mattoo, H., Mahajan, V, S., et al. (2018) The Expansion in Lymphoid Organs of IL-4* BATF" T Follicu-
lar Helper Cells Is Linked to 1gG4 Class Switching in Vivo. Life Science Alliance, 1, e201800050.
https://doi.org/10.1101/284737

Akiyama, M., Suzuki, K., Yoshimoto, K., et al. (2021) Peripheral TIGIT* T Follicular Helper Cells That Produce High
Levels of Interleukin-21 via OX40 Represent Disease Activity in IgG4-Related Disease. Frontiers in Immunology, 12,
Atrticle 651357. https://doi.org/10.3389/fimmu.2021.651357

Ito, F., Kamekura, R., Yamamoto, M., et al. (2019) IL-10* T Follicular Regulatory Cells Are Associated with the Pa-
thogenesis of 1gG4-Related Disease. Immunology Letters, 207, 56-63. https://doi.org/10.1016/j.imlet.2019.01.008

Della-Torre, E., Bozzalla-Cassione, E., Sciorati, C., et al. (2018) A CD8a- Subset of CD4+SLAMF7+ Cytotoxic T
Cells Is Expanded in Patients with 1gG4-Related Disease and Decreases Following Glucocorticoid Treatment. Arthritis
& Rheumatology, 70, 1133-1143. https://doi.org/10.1002/art.40469

Perugino, C.A., Kaneko, N., Maehara, T., et al. (2021) CD4" and CD8" Cytotoxic T Lymphocytes May Induce Me-
senchymal Cell Apoptosis in 1gG,-Related Disease. Journal of Allergy and Clinical Immunology, 147, 368-382.
https://doi.org/10.1016/j.jaci.2020.05.022

Pillai, S., Perugino, C. and Kaneko, N. (2020) Immune Mechanisms of Fibrosis and Inflammation in 1gG,-Related
Disease. Current Opinion in Rheumatology, 32, 146-151. https://doi.org/10.1097/BOR.0000000000000686

Hara, A., Watanabe, T., Minaga, K., et al. (2021) Biomarkers in Autoimmune Pancreatitis and Immunoglobulin
G4-Related Disease. World Journal of Gastroenterology, 27, 2257-2269. https://doi.org/10.3748/wjg.v27.i19.2257

Furukawa, S., Moriyama, M., Miyake, K., et al. (2017) Interleukin-33 Produced by M2 Macrophages and Other Im-
mune Cells Contributes to Th2 Immune Reaction of IgG4-Related Disease. Scientific Reports, 7, Article No. 42413.
https://doi.org/10.1038/srep42413

Chinju, A., Moriyama, M., Kakizoe-Ishiguro, N., et al. (2022) CD163+ M2 Macrophages Promote Fibrosis in
IgG4-Related Disease via Toll-Like Receptor 7/Interleukin-1 Receptor-Associated Kinase 4/NF-xB Signaling. Arthritis
& Rheumatology, 74, 892-901. https://doi.org/10.1002/art.42043

Furukawa, S., Moriyama, M., Tanaka, A., et al. (2015) Preferential M2 Macrophages Contribute to Fibrosis in
1gG,4-Related Dacryoadenitis and Sialoadenitis, So-Called Mikulicz’s Disease. Clinical Immunology, 156, 9-18.
https://doi.org/10.1016/j.clim.2014.10.008

Ono, Y., Kanmura, S., Morinaga, Y., et al. (2017) The Utility of Apoptosis Inhibitor of Macrophages as a Possible Di-
agnostic Marker in Patients with Crohn’s Disease. BMC Gastroenterology, 17, Article No. 40.
https://doi.org/10.1186/s12876-017-0591-z

Wu, S. and Wang, H. (2023) IgG4-Related Digestive Diseases: Diagnosis and Treatment. Frontiers in Immunology, 14,
Article 1278332. https://doi.org/10.3389/fimmu.2023.1278332

DOI: 10.12677/acm.2024.1451403 112 Il PR 155 2 33k Jé


https://doi.org/10.12677/acm.2024.1451403
https://doi.org/10.1016/j.autrev.2014.08.013
https://doi.org/10.1016/j.archoralbio.2016.05.012
https://doi.org/10.1097/BOR.0b013e3283412f4a
https://doi.org/10.1080/14397595.2019.1621000
https://doi.org/10.1136/annrheumdis-2011-201166
https://doi.org/10.1186/s13075-017-1231-2
https://doi.org/10.3389/fimmu.2021.747076
https://doi.org/10.1016/j.jaci.2019.07.004
https://doi.org/10.1002/art.39209
https://doi.org/10.1016/j.immuni.2010.12.012
https://doi.org/10.1101/284737
https://doi.org/10.3389/fimmu.2021.651357
https://doi.org/10.1016/j.imlet.2019.01.008
https://doi.org/10.1002/art.40469
https://doi.org/10.1016/j.jaci.2020.05.022
https://doi.org/10.1097/BOR.0000000000000686
https://doi.org/10.3748/wjg.v27.i19.2257
https://doi.org/10.1038/srep42413
https://doi.org/10.1002/art.42043
https://doi.org/10.1016/j.clim.2014.10.008
https://doi.org/10.1186/s12876-017-0591-z
https://doi.org/10.3389/fimmu.2023.1278332

%

s
%

» SR

[35]

[36]

[37]

(38]

[39]

[40]

[41]
[42]
[43]
[44]
[45]
[46]
[47]

[48]

[49]

[50]

[51]
[52]

(53]
[54]

[55]

Puxeddu, I., Capecchi, R., Carta, F., et al. (2018) Salivary Gland Pathology in 1gG4-Related Disease: A Comprehen-
sive Review. Journal of Immunology Research, 2018, Article ID: 6936727.
https://doi.org/10.1155/2018/6936727

Yu, G, Y., Hong, X., Li, W., et al. (2019) [Clinicopathological Characteristics and Diagnosis of 1gG4-Related Sialade-
nitis]. Journal of Peking University, 51, 1-3.

Wang, L., Chu, X., Ma, Y., et al. (2017) A Comparative Analysis of Serum IgG4 Levels in Patients with 1gG4-Related
Disease and Other Disorders. The American Journal of the Medical Sciences, 354, 252-256.
http5'//doi org/10.1016/j.amjms.2017.05.009

SIH, BT, 2%, MG 1gG4 AKCEXTE LB B St S S W E D] B e F A, 2022,
38(5). 604-608, 613.

Taylor, M.S., Chougule, A., Macleay, A.R., et al. (2019) Morphologic Overlap between Inflammatory Myofibroblastic
Tumor and 1gG4-Related Disease: Lessons from Next-Generation Sequencing. The American Journal of Surgical Pa-
thology, 43, 314-324. https://doi.org/10.1097/PAS.0000000000001167

Sakamoto, M., Moriyama, M., Shimizu, M., et al. (2020) The Diagnostic Utility of Submandibular Gland Sonography
and Labial Salivary Gland Biopsy in 1gG4-Related Dacryoadenitis and Sialadenitis: Its Potential Application to the
Diagnostic Criteria. Modern Rheumatology, 30, 379-384. https://doi.org/10.1080/14397595.2019.1576271

Zhang, Y.Y., Hong, X., Wang, Z., et al. (2020) Diagnostic Utility of Submandibular and Labial Salivary Gland Biopsy
in IgG4-Related Sialadenitis. Clinical Rheumatology, 39, 3715-3721. https://doi.org/10.1007/s10067-020-05097-1

Zhang, X., Jin, X,, Guan, L., et al. (2022) 1gG4-Related Disease with Gastrointestinal Involvement: Case Reports and
Literature Review. Frontiers in Immunology, 13, Article 816830. https://doi.org/10.3389/fimmu.2022.816830

298, PEA, PhTFHE. 19G4 AHSCPERE IR IR MRI 5215 50 M [J]. IR 1D B BE 2 44 &, 2022, 38(10): 611-613.

Suto, T., Kato, H., Kawaguchi, M., et al. (2022) Reticular Enhancement of the Submandibular Gland on Con-
trast-Enhanced Magnetic Resonance Imaging in Three Cases with 1gG4-Related Chronic Sclerosing Sialadenitis. The
Neuroradiology Journal, 35, 243-246. https://doi.org/10.1177/19714009211034475

Umehara, H., Okazaki, K., Masaki, Y., et al. (2012) Comprehensive Diagnostic Criteria for 1gG4-Related Disease
(1gG4-RD), 2011. Modern Rheumatology, 22, 21-30. https://doi.org/10.3109/s10165-011-0571-z

Umehara, H., Okazaki, K., Kawa, S., et al. (2021) The 2020 Revised Comprehensive Diagnostic (RCD) Criteria for
1gG4-RD. Modern Rheumatology, 31, 529-533. https://doi.org/10.1080/14397595.2020.1859710

SR, TKOC. 19GA A SRR B JIE 25 450 00 B I RARE Ry SR RO BRARFAE[T]. R R, 2016, 55(8):
657-661.

Wallace, Z.S., Naden, R.P., Chari, S., et al. (2020) The 2019 American College of Rheumatology/European League
Against Rheumatism Classification Criteria for IgG4-Related Disease. Arthritis & Rheumatology, 72, 7-19.
https://doi.org/10.1002/art.41120

Khosroshahi, A., Wallace, Z.S., Crowe, J.L., et al. (2015) International Consensus Guidance Statement on the Man-
agement and Treatment of 1gG4-Related Disease. Arthritis & Rheumatology, 67, 1688-1699.
https://doi.org/10.1002/art.39132

Zhang, K.F., Hong, X., Li, W., et al. (2021) Natural Developing Process of Immunoglobulin G4-Related Sialadenitis
after Submandibular Gland Excision: A Retrospective Cohort Study. Clinical Rheumatology, 40, 4969-4976.
https://doi.org/10.1007/s10067-021-05859-5

Nakayamada, S. and Tanaka, Y. (2023) Development of Targeted Therapies in 1gG4-Related Disease. Modern Rheu-
matology, 33, 266-270. https://doi.org/10.1093/mr/roac096

Lin, W,, Lu, S., Chen, H., et al. (2015) Clinical Characteristics of Immunoglobulin G4-Related Disease: A Prospective
Study of 118 Chinese Patients. Rheumatology, 54, 1982-1990. httDS'//dOi 0rg/10.1093/rheumatology/kev203

FKIC, FRH, R8I, & 19G4 MR IZE B L RRI]. AR E, 2021, 60(3): 192-206.

Patel, U., Saxena, A., Patel, D., et al. (2023) Therapeutic Uses of Rituximab and Clinical Features in Immunoglobulin
G4-Related Disease: A Systematic Review. Cureus, 15, e45044. https://doi.org/10.7759/cureus.45044

Lanzillotta, M., Fernandez-Codina, A., Culver, E., et al. (2021) Emerging Therapy Options for 1gG4-Related Disease.
Expert Review of Clinical Immunology, 17, 471-483. https://doi.org/10.1080/1744666X.2021.1902310

DOI: 10.12677/acm.2024.1451403 113 Il PR 155 2 33k Jé


https://doi.org/10.12677/acm.2024.1451403
https://doi.org/10.1155/2018/6936727
https://doi.org/10.1016/j.amjms.2017.05.009
https://doi.org/10.1097/PAS.0000000000001167
https://doi.org/10.1080/14397595.2019.1576271
https://doi.org/10.1007/s10067-020-05097-1
https://doi.org/10.3389/fimmu.2022.816830
https://doi.org/10.1177/19714009211034475
https://doi.org/10.3109/s10165-011-0571-z
https://doi.org/10.1080/14397595.2020.1859710
https://doi.org/10.1002/art.41120
https://doi.org/10.1002/art.39132
https://doi.org/10.1007/s10067-021-05859-5
https://doi.org/10.1093/mr/roac096
https://doi.org/10.1093/rheumatology/kev203
https://doi.org/10.7759/cureus.45044
https://doi.org/10.1080/1744666X.2021.1902310

	IgG4相关性唾液腺炎的研究进展
	摘  要
	关键词
	Research Progress of IgG4-Related Salivary Gland Inflammation
	Abstract
	Keywords
	1. 引言
	2. IgG4相关性唾液腺炎概述
	2.1. 认识历程
	2.2. 流行病学
	2.3. 发病机制
	2.3.1. 遗传因素
	2.3.2. B细胞
	2.3.3. T细胞
	2.3.4. 巨噬细胞

	2.4. 临床表现
	2.5. 辅助检查
	2.5.1. 血清学
	2.5.2. 病理学
	2.5.3. 影像学

	2.6. 诊断标准

	3. 治疗及预后
	3.1. 手术
	3.2. 糖皮质激素(Glucocorticoid, GC)是所有活动性
	3.3. 免疫制剂
	3.4. 生物制剂

	4. 总结
	参考文献

