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JRIEAE B & %9 % ( theumatic autoimmune diseases, RAD) & —4H FE UL &7 LS54 H8ME B hE RS

RVAMER IR . TUJE 259 & ( chloroquine,, CQ) & 2 54 M ( hydroxychloroquine, HCQ) [ H sl AR %% 25 & etk XA Eg 2 HF
RAD W36 97, HAE ALt 72 B AR Wi R A T ## . CQ S HCQ BT 38 2ok 31 1 P ¥4 il 4% 1 T B L 48 1%k 4 M FR1 5 19 B8 i \NADPH 4L g
(nicotinamide adenine dinucleotide phosphate oxidase, NOX) J2 45 (Ca®* ) 3l 51 &5 £ Fh 05 R R BB W VEM . A 30K cQ K HCQ
X RAD 0943 FAVE IR 51 R AN BRI B 2 I IR r i) o ) BEAT 45

EEE A BeEdE AW RMARERT SES
FESEE  R593.2 XERFRIRAD A

S (chloroquine, CQ) & ¥4 ¥ (hydroxychloro-
quine, HCQ) J& T 4 — G ZE M Mk i 5 A=, fb 27 45 1y
ARARL, X7 AT 07 38 25 0 R ol P 00 B 0 LA XS R S A
RS (+) MR (-)REVWHIEXIAAE, CQ LIBFR
HILA G2, HCQ IR EIEN4n 2y @ W 7E B
TE B W, AW A BB (0.7 ~0.8) , MLl
I3 A B K (CQ M 650001, HCQ Ky 47257L) , Af
Jz oA B 4 B UPY TR JBUNE il U A R (R
IR0 i 1 i Wk B IR W A L g rh L 2 2 )
FAXTHEAS (40 ~60 K ), I H KR 433 o B e AR i, I
38 3 U AR O B s 2 T cQ FE 1934
SRR A L, 2 — A RCR BT i 0T HL AT R R A 7 Y Bt
JELGY) B T AR A W I AR L D 22
JEREPE S 3 Z B WA L 7B AR, 5 CQ
PA  HCQ M MR Y S

TE 5 U BRI ] | 352 By PEHUIE SR IR T
8 56 1 I A9 OG5 R B 9B R AR B ™ i A R ]
B AR, F 1T 5 B0 1 PO 25 W) 3k KGR M B B S 2
(rheumatic autoimmune diseases, RAD) A9¥7 % & 1 i
it — 05T, RAD & —2 i T HLIA Y S 2 R GE I
R R L ZNES 2 RERBN, T EUHHRGNEL
BEIRHE (systemic lupus erythematosus,SLE) (28 XM
F=F5 R (rheumatoid arthritis, RA) ik HHEBH R &
KAT R A I T R 25 S AR (primary Sjogren
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syndrome , pSS) % KU PE B, A< SOk 32 25 X CQ
Ko HCQ A8 U Ao 7 9 1 AL ) B AH 56 1 AS R S i 2k
Fr Al SR N 2 BRI 5 B KGR L S A 5
FE At

— SERHLH

CQ K HCQ 7EH F R B m b iaIr e S
Fe o e Sl Vi 1 VR A5G . B AT AT a4 okl 9 7%
it A 35 R L 2% R AN M A T Y R . NADPH 4 AL g
( nicotinamide adenine dinucleotide phosphate oxidase,
NOX) f 3 P K85 (Ca® ") B 51 45 2 F ik 28 4 4% % XL
W IR TR

1. A0 ) T A e D W R — R R ST )
I PN A A A T 32 A0 AN T ) 40 S S R 4
JiED s i 226 S R R AT I A L AR SR AN AR S L TR
FI I SBT I , 200 i 5 6% 49 B PR DA 11 W AR ) 0TI 48 16
B EWEA - RO RS DL A A A
A — VA% A 5 T A G e 3% P 1 2 4 25 PR A
Wi, SEESITER CQ L HCQ 7E 7 i {4 rh A 2 ml 5| ik
pH AF T g, 2E 100 AT V4 T S I A 955 2 G 4 A
BEAb, CQ & AT LA VR 15 Tl (A 5 140 A 1 i 0 40 JE A
VTR T 1) R IC T I T T A TR ) 9 P A 4 )

FE RAD H, A gt B2 30 BT 51 Th17 4i i
AR 1S A Treg 200 10 &5 it B4 9 2 T 200 T 400 i A 1 A
P, B TL - 17 AL - 6 %5 & M 4i iy 7 7K 7 Tt
F TG - B AF M0 RN A F K P BEARS . An
HVRTI R B AE SLE (B B AR IR A By B E MLR/
Tpr /NERHF HCQ ] e ik 410 1 F e 14 o 52 0 i B8
ST Th17/Treg L], F&AIK I V5 H 98 14 41 B R 7K
- VK 52 G % S A T DR I RS T R L Park
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S A A T B A AR R R 5 E M T
(inflammatory bowel disease, IBD) 1 Bl P 455 7 A B
CQ LA Nurrl R M: J7 A2 25 98 95 0 T 240 i i) 43 4k,
() BNF 40 78] Th17 20 8 1) 5 DR 3R 38, 0 1 2% $5 XT F B A
PEPERIRE BRI TR

LA F K AR & 28 A RN T A MHC T
o1 Rk B A B vh R 45 EAE L, HCQ T i
00 5 A B 1 A 8 T T I W A L | B A
JiE K A% SRR 20 L 25 470 aok 5 00 P ) T A L 4 B B
ST b B I, 00 4] 3 P A B B 7E T K
XS RAD HIGRIF AR

2. FHR] R P20 B R F < Toll £ 32 4K (toll - like re-
ceptor, TLR) & A145 TLR3.7.8.9 &,k 1)
PRSP 43, AT T U W B S A s =X, 5 R 4 e
i 50RO TE Ak, B SR T I EL A0 A A Bk I A0 A Y
PUIRUER 5 | 18 50 IR I NV G 8 I 2 i A ¥
fERY . CQ Je HCQ ml@ it T4 TLR {5 5 1iif 4 # 4t
RAEH . BUMLTH B 7T 375 3 /9 TLR3 093005 , /M A%
Wi #% 5 H UKL (small nuclear ribonucleoprotein parti-
cles, snRNP) H7 45 % W L /=5 JE AR SF B9 RNA 551 7] L
fl$ TLRT A1 TLRS 1 i Yo K S e 4 Ml . o, 1
Xt snRNP 19 5 B HT 48 ol G 18 o J3# TLR7/8 51 & &
GEPELLPRARAE (0 A . TLRO [ Jfg A1 485 2 7 A
Ve Tl b DD O S A B USSR R 1 RE )
PUIF S EATM CpG — DNA Ay 4F 45 53 Pk 4 75 7 F AT
PR T TLRY (5 S G ELTE ", CQ &
HCQ A3 T4 A A pH {8 922 AL i 4 ) TLR B4
T Rifife, HAh HCQ Al 5 TLR B (WAEIR)
AHEAEHI DA AR — R 45 # i BHL 1k 5 TLR (19 45
B, W0 R TLR T A, cQ K
HCQ Al 5@ T 98 TLR 15 5 14 5 S 101 400 1) S 73 40 0%
T, 25 17 R AR A0 8] I RS A% 40 B T 48 % (interferon,
IFN) - vy, 98 3R 38 I F o (tumor necrosis factor,
TNF - o) . H 4" & (interleukin, TL) - 1 .IL - 6 Al
IL = 2% GV 40 9 7 B9 K7, JE T R 4% 0 RAD YR
JEAER

CQ K HCQ W]l &3 7l 1+ GMP - AMP 4 fiff ( cy-
clic GMP — AMP synthase, c¢GAS) & 4% Hit R 1E .
cGAS J£—Fh 41l BT DNA £/ 4% , o 55 DNA 4545
Al AL G K cGAMP, cGAMP 1E J 45 —{Z il 4545
Berh 1 A T8 )3 248 (stimulator of interferon genes,
STING) LLVE T T4 R 4 4 1 7 i 351 cGAS
TEER4Yy SLE v B, CcQ M HCQ Al cGAS 5

LR (0 DNA) 925 4T 08 2 TFN - B 93k, i
i & B RVEM

CQ K HCQ i 7] 38 1 4 40 it 9 A5 5 1 410 <61 ks
PRI 09 46 A DO 0% R 1 & L A& TNF — o FI1IL - 1
LRVEA M F 0974, 72 THP — 1 E W4 i
HCQ 1T 38 2o 37 H ARt ) 7 X0 i Ca® 3006 19 K 3
B> KT, S 8OIL - 1 %5 M40 M F 7 B ik
;AL

3.4 NADPH % fk. i . NADPH % fL.i /& 6 1
7KL A B B T IS A i A, TR o TR AL
KA, S5 T TNF —a F1 1L - 1B % 4 1 240 i
K175 5 05 5 R, HCQ 3 fH 1k T NOX
(AL 7 3 @p91phox M 41 il ¥ I 5% A% 5] P 4k i,
it 7 NOX (1) 1F B 21 2% A ik 3%, BEAS 1 1 Ui 240 i 5
MRPEAMME F TNF - o f1IL -8 B 7=4, HCQ if
Ml T TLRS M ER 2 P94 9 5 57 40 A, 2k 11 % 5 4
PEMHIVE AT . AR NOX AU BTG & 5 80U R
(reactive oxygen species, ROS) By 7=/, 7 SLE 44
1,8 ROS 7K ™ H BE AR T — A L & (nitric oxide,
NO) A=y A B2, S BN B DI RERE % . 76 NZBWF1
TRIE /N BB R HCQ Wt T I8 NOX A3 1, T+ 55
NO BYAE W15 M | BAIE ROS B 7= A= i ol 3 9 12 B9 W fig
RN BeAh, LE PO AR 5 A A/ BUBE R ) HCQ
L@ BN p - eNOS/eNOS R 2 #E NO A 77 A i
st /N B AR BEEIR S B i 45 T i

4. IS B 51 . Ca® " SR G A 5 a0 R A S TR
B 25 — {5 M, AN BT ™ (endoplasmic reticulum, ER)
140 i A1 5 40 B R Y Ca®t 3l 61 A K BB IS Y Ca® 4K
FVE(R 5 e T R L 40 AN B jbk B 40 i /%) 15 5 3
e % 1 2 AR AT S 5 8 R ek
Ay T I A i e 4 R R A T A A2 A (T
cell receptors, TCRs) B TR 3 B 40 i ( antigen —
presenting cell, APC) i 5 [ 30 J5 I 8% 0%, 4
AR AN R Y Ca® " B R 51 T TCRs F iif
HFS 9B T CQ K HCQ LAF HH A stk 5 =0 BH 1k
Ca®" 2 GYUHETTH0 ) T 94 8 200 JH0 £y 5 58 K% 22 ol 240 Jd 141
FRBERL . CD4 T 40 M - 9 3L 0 4 7 CD154
& B IR U A0 B S T A T Y, R GR AZ TR AL T 41 iR
T (nuclear factor of activated T cells, NFAT) 4%
il NFAT B8 % AL AR T M ER B 00 5% 5% A+
Ca” ', HCQ i i BH 1k Ca®* M ER B M i 1 i
NFAT ¥ 5 05, F 30 CD154 R4 £ AR PEm FiH T
A [ CD154 (A FE M 1046 B bk B 40 i 3T
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MK SR 5T R W] HCQ AT 3E I BT Ca®* M ER B
SO I T K EL AR A AT Bk B 20 A Y 22 G Ak K 4
LA 5 (R 40 328 BN 32 T & #5 %F RAD (1)
RITER

—ARRM

CQ K HCQ 1 A o35 R 55 15 1 25 ) vl % % %
P2 VA5 AR T AR S A AN RSO Y R A SR A
R, BEA RIFM L2, —MkBE, HCQ <6. 5mg/
(kg - d) BB CQ <3mg/ (kg - d) Ay 7] & 7T LA #%
BAE R M 522 R AE R4S 2yt AR R {7 T 5]
EHEMA R, CQ K& HCQ # WA A K &I
$E 8 BB RN, A0 TRk B TS AR, HCQ Tl 5
BRI G | 5 UUBHE B R AR I 45 & B
AL UL AT 518 B Bk | K95 55 B K AR K A0 o g
WA, AR, CQ B HCQ I ] 5| 2 i 28 HIL 1A 95 78 B o0
FEEEE . AR SCHEE CQ K HCQ 15 iy H I % 45 0
%8995 A8 K A 22 JUL 1R A 45 e )™ T RIS A i (AN
RS HEAT B4

L. AL RS A5 - A0 I R A2 I CQ Je HCQ 51 5&
() 5 ™ J ) IF R E . CQ K HCQ 5 i Y HU 19 s g A8
B3 N N C A R TS ST E e =X /AL
FR A VA I A B A A R M AR IR AR, —
T [l JBSPE ATF 5 26 B, HCQ 5| A 40 9 9 A% ) s I 1A
FAHE HCQ MEFIE] >5mg/ (kg - d) ] LK WI( >5
A ) fifi L BEUGR R (T 600 ~ 1000g) (3 ~5 118
P B A B RIS A (> 6 N H)F L K
Ji§i 8% - JZ (retinal pigment epithelium, RPE) 4 g i
IR AZ 2 1 I it 1T 2 5 00 00 19 4 5 B AR B, T HCQ
AT SE A P RPE 20 A % 9 T 44 R ik B P9 v 7 T
Wk 2 N SR 7 4 1 R At ) s 400 T B R 4 v A BB 1Y
ANGEARTH AT 77 AR R 48 2 R T 51 R OGP i R
25 HO B A 2 A A Al B R R e Ak,
RPE 4l Jifg v 3R 35 9 A LB B F 4% 32 £ JIK (organic ani-
on transporting polypeptides, OATPs) 1A2 T 441 fif
P2 O 35 A0 A IR 4 e sU A B B (all - trans — reti-
nol, atROL) ,CQ S HCQ w] #1j il ARG B 41 g 293 J
A RPE JE AL 40 s o OATP1A2 1y I i, Bk M 1% m¥
atROL 76 21 Jif &1 i) B 821717 40 R 28 B4 (9 R 5 R 309, 5 ke
ARSI

2. D MG . CQ K HCQ AT 5| O AR 2 3 K
JULSS 7 2 1A O R0 . R 2RO EREEAE T 5
WP KIFa 4254056, CQ M HCQ T BH W 4 5 1 i
TE RS B T IR0 L AN AR R B e 1 51
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AL P S QRS [H] i v ) 4% S B 1 45 0 R
W KW CQ K HCQ AT 51 A i B K 1 I fife 1%
P K, T 00 5 R B I SF 4 R AR 5 R LR 2R
e AL, 1 0 WL Kot BLEF 44k, L 4h, CQ K
HCQ 713 iy [ W AR BT 5]k v 2 0 WU

30U . CQ K HCQ w3 i [ I ¥ B 1A il 10 15
P 51 [ mE AR R B i AT S SO A T A
Pl 2 D RE B A, HL 5 | S 19 JULS T ¢ 30 A7 1k 1
TCIR A 3 it RO T ) P A I 5 Sk 355 EL R i AT R £
W B AR IIE YT B SR g R i U 4
P45 24 e G T R

4.CQ K HCQ 5Tk, R CQ M HCQ AT ZF i
Jife 8, (AR IEAl AN 2848 A 97 I R (CQ 2 250mg/d;
HCQ 4 200 ~ 400mg/d ) B, Jif 4% A1 47 1 1 25 9
W AR, FL b 4y i B AR AR, R
0.2mg/ (kg « d) ; BLAh, —I0HF 55 & BR, A KU 1
RESEAE M 22 1 (6] 432 HCQ IR YT, 22 LA A I 21 1
BRI B LY L R EE R M R 2 R
T, Uk W AT R 309 R LS HCQ IR 9T LR e A
flg2°0 SIGLECT M R o ikt ¢ 2 26 B 26 1 CD169, J2:
SLE B3 IFN fRfErh i B 3 DN Z — JFHS
PEIRIE BIA X . BT Ro/SS — A [ By Hio 14 0 Mk 1Y 22 19
Hi SIGLECT 235 5 AT fff [ B 4 g8 % 56 Rk 0 JiE
1% S FH A ( congenital heart block, CHB) A8 XUBS: T
HCQ A RLi s i 2 T &Y IFN 4 3535 1 BB CHB #Y
e

= .G R A

CQ M HCQ #) iz M i T RAD WIRYT., 7
SLE B, HCQ 15— 25 24 o 3 Bk & b 2 Tl i R
FARPEM IR LA 25, —T L2 0B 58 R B, HCQ
IRYT AT U R SLE B3 Y RE IR O 48 K A fF
A RA B F T, CQ K HCQ W 5 4 i 4
3 A, BEL Lk 5G9 1 T 0 17 4E 2% e i e L WF Y R
HCQ FJ 3l o 45 A IR 1 28 1 A, filf 1L %0 32 36 11 K i
il A 8 A, T A R R AR R, HEQ B CQ
A3 A 0 ) | R PR AR A T — 17 S5 ek i i T
{10 77 A T T BT S Y g E — 2B B B Ah, HEQ IR
ST HESE RA FBE M0 F B OF LA Al F 22 f# RA
G 0 i 55 0B E B ) . A pSS HRE R, — 0
Zo v 1) [ s PR A 9E 2R B, HCQ AT IE 4% pSS M & 1
TR PEIT CEBE T U IS iR TR BR AR 1 I E S
RRAAANRE R | e Ah, HCQ 7] BAC 35 £ 3 B4 M L 43 I IR
B, G i L 11 R RE IR YL R AE & B, HCQ AT fE a0
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17051 L P T 1) P e T A M Y AR L R KU
F B G B R LA AL, CQ K& HCQ 38 ] A F fz o
COVID - 19 e SO PRI 55 P08 TR T .
M. B =2
CQ M HCQ i T Hr k& I Bk L &2 2 Ve R 4F 58 % i
ZWEE K2R T RAD MIRYT, 2 1F 2 K
TRMEBG I IG YT 2. CQ K& HCQ a1 i 41 1 17 il
A5 P B W BHL BT P /& TLR | cGAS #il NOX LA K&
Ca’" B B3, R 98 M 0 288 S By, 0 T % 43 % % R 4
IR HIRE ., HEAh HCQ BARBIN N L 2R, A
RN & Az ZE AR I HLAE G R 99 K A 2L 00 45 FH kA
HAE G BN B R B AT SR AR Horh B ™ Y 2
R RS S0 UL o 7 m R e R A HCQ AN
A2 00 il s A T L T HL 25 5 1R AR T Y pH BT
B, R SO 2R BRI 6 R R
W HCQ IRIT IR I i A7 2 IR B 4, Ao/ HCQ
fFH 5 1R B R S . CQ S HCQ 53 i WILAS 7
EZh e TR s, HCQ F1 & & b 2 2 .0 L 7
U e IR AT RS AT Y X BRI T R0 R 2 e
\EME, KRN ERTHE CQ L HCQ HEZH AW
()R 19 38 28, [R) st mT 3 3k b 2 el it iy Oy XA G B A
R FE R T IN | HE I HE N6 T g5 A0 RN RN,
RABGERFE DS,
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