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[Abstract] Immunoglobulin G4-related sialadenitis (IgG4-RS) is a chronic autoimmune disease closely associated with
IgG4. This disease is an uncommon disorder in the clinical setting, and its etiology is unknown. The major clinical fea-
tures of I[gG4-RS is a painless, persistent enlargement of the salivary gland, especially the submandibular gland. Periphe-
ral blood examination show that IgG4 levels are elevated in the serum of most patients, and their lymphoplasmic cells are
infiltrated. In the advanced stage of the disease, tissue lesions can present in various organs of the body. Histopathology is
the most reliable diagnostic method. Glucocorticoids are recommended as the primary clinical treatment. Biologics can al-
so be used as targeted therapy at this stage. Based on domestic and international literature, we review herein the etiology,
clinical manifestations, diagnosis and differential diagnosis, and treatment and prognosis of [gG4-RS to aid the diagnosis,
treatment, and subsequent research of the disease.
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KT i, PiSS-A FHi SS-B Hit
PRFNIAL B B BUR T B
AR RI BELR A R A Y CT /R CT/RBMATRIEMERE A &% BN Z L/NERAE BRILSE NN, SEM5%, %
RS, RORES K JER RN, KRR L, RWIRARER R A A5 BSAETIK X LR CT /R & %
JER i MRS R RS dia
M BRIk
FspL RS S N N 1R N5 ST U7 N G W 1 2 2 O /1P S 7 N1 2= | O - B = 5 Y Nl 1 R I ek e Y
TR, BRI, WMOVEL L. Kot WERRYERUM I A, KU R4S LR eG4 B

R Rl 1gG4 BIPESR 41 iR

g AU E 2 1gG4 B

Ay fe A Sk A A5 R

pieealt] Tk

1gG4 B

4 IgG4-RSHWIBIT5WE

1gG4-RSAE R —Fhilfe R &g B i ik g vk o &
B g RIEVEBNG , H Al L% — bR IR IT 7
F. HEWANE, RACRHAFARVIBRRA, fFik
PRAAR e ) R R AR, 2 T S MR AR e Y 4 W ) g
e, i HOAT gk Az LA BR AR K 4 B 25 ik i 4k 25
Z BB, Bk, N YR A B iR YT
Trdie
4.1 PR BEBRSFE LS

GCHE R —ZIRIT 254, — 5 I RE 41 il ik 2
MR INRE, 55— mfEiRIT R,
i1 NS S o e O O e = b T O 3 1]
AR 2 P A0 P P AT, A D o R R 5
A PMRIVE T, a6 oy W V1 B T AT PRI AR T
PEE B O RERAE BT 2 i, A8 IR R BT B4 /N,
Fh AR B, WSS, GO S E iR IT ACR
E,

HAG, XFlgG4-RSHEFH, WMEM R EIL
Rl S {0 N B AP S Y S o N = R <

JIEATR] o 3R K Z i) T8 JE #530~40 mg-d'fE R
AR E, M2 G WAL, R R B A R 1E
BT, RS e R/ DRI R IG T AR
BITROR BT, (BRI R IRIT WAATE I YT 2
A, FERRRITT SRR RS B E RIS
SIEEERMHEARKZ, FRYER: EHER
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TNF) -of il 555, TElh K b 80A BLEh >4
EABARTZ R, BT A R S 4 v i —
AR FTRIRED,

Fhh, BHEIAZWEREST, EXHZ N
TERIEHLT , IRFEFRIGIT . AR HRE
1gG4-RD & % M35 IL-6 FIIL-65Z 14 (IL-6 recep-
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X T4 A CCL18-CCR8 il ) BELIBT 63 77 T E 1 Ky &
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