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The treatment of primary immunodeficiency disease has entered an era of

precision
Tang Wenjing,An Yunfei,Zhao Xiaodong
(Department of Rheumatology and Immunology ,Children’s Hospital of Chongqing Medical University , National
Clinical Research Center for Child Health and Disorders ,Ministry of Education Key Laboratory of Child
Development and Disorders ,Chongging Key Laboratory of Child Infection and Immunity)

[Abstract]Primary immunodeficiency disease(PID) is a group of inherited disorders that seriously affects children’s life and health,
and causes a burden of families and the whole society. The main treatment strategy for PID in the past was replacement therapy or
immune reconstruction by hematopoietic stem cell transplantation. In recent years, with the development of molecular biology , the
pathogenesis of many cases of PID has been clarified. On this basis, precise and targeted therapy for defected molecules has been
gradually carried out in clinical practice. The precise treatment of PID begins with the immunoglobulin G and enzyme replacement,
and has been improved with the targeted small molecule inhibitors or biological macromolecules based on signal pathways. From the
hematopoietic stem cell transplantation to gene therapy or gene editing in terms of cure strategy,this treatment strategy has been
changing a lot, which indicates that PID as a typical indication,is bringing breakthroughs in precision medicine.
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1.1 dEsEES CHRBGT

29 75%F1 PID A A PUABRIG | S A e 2 H 3 2l
R, T B ARPERR S 1 G (immunoglobulin G, IgG) LA
7. A 20 22 50 448 1gG BT B T S e e S 2 LA
ok B AR BB PID (W BRYT F B, 7] b
TR B R IR e 7 T R0 R PR A8 XU B, 7E TG
FARIBIFE NUE T, X T B 4S= FrsuHiAEiE , inse
RAETCHFIEREE F1ILAE | TR A3 f 2 B (severe combined
immunodeficiency, SCID) ; 5% B il it £ S E # (H A BE 7= 4
IgG, W IgM ZEAAE MHC 43T BLb6 ; o i AR =/ 1eG (077
JO R BRI , A2 /NP 2 S 28 R £ 45 AF (Wiskott -
Aldrich syndrome, WAS) . #4r NEMO HLH 45 ; LidfEdl—2
TSN RIZE T 166G BARIRYITE9, 196 BIATT AT R R
Bk 5 42 3R 1 (intravenous immunoglobulin, IVIG)0.4~
0.6 g/kg, B 3~4 Ji 1 Ik, 4t 19GC BUIEALE 5~6 o/L LA FIoT)
KT 1gG IR YT PID 450, H iR 4 Ly g 32 m 8
FIRITNME B AR T Ty E AR I AN AR 24, AT
I R BELAR S KT IVIG (1 BERA BT R[], AT 3 gt 4 3 77 ek
25 6 44 2 100 B LB R I R 3k, TVIG A R3R 7 BRIt nT
SRR 2 2 )RR 03 23 e 2 AL 1) (R T G e ik
R e Bk 1 G B RIRYT R AR)O, SB35 e A XS 4%
FANT 114 51 X—3% T TC N R ER 2 1 1 AE (X—linked agamma-—
globulinemia, XLA) £ & IVIG #ARIAYT BUIR AT 4007, &30
WVIG VY7 LR S S2 R TS T H A S I RAEAR T A
[FIFEEE G , FITE 1gG B AR YT nl R 43 A LI i 75 21 2
A4S, EFR A IVIG MU T RS G Bk 8 1 (subcutaneous
IgG,SCIG)2 FhFIAL, [ Py H T BA IVIG, W58 s 11K
SCIG #4871 IVIG REARIS T =119 [oG AR, 283 [E
WZ 5 PID 276 L0 RWIS% J)  IVIG T 2017 4F AR 75
B R M S BRER U 2 E , TR KA Bl T iRy B
A Rk Be e v L 2B BT LB B I AR 2R AT Y A
SCIG 254l KRR TR | 5 TVIG A EG , 1% 1300 76 1A P i 25 e
SRR, HARE WTAER AT B AR b v R 1

ek Ko b E PID BB R E AR
1.2 EpRARIE T

TR 5 22 1 (adenosine deaminase , ADA) A 5 SCID 1Y
10%~15% , H HiF EHGE R 1A . 2 i gt Qs ie ) e
FUECT Z0M6 B 400 NK ZUHE9 5L R T fRREAT . ADA ZEA
KR ZRI5, B EZ R 5 HE . ADA-SCID & JLIGIKRFH
U B O SR AR ORI A, A IR
TIRYTEEAE 1 2 PR R R EL ZAE T, BT, EPR -
WY EZIRIT T AL G R ARIB YT (enzyme replacement
therapy, ERT) HSCT R AERIRYT , Horb ERT LA & —B& i
BRI B (polyethylene glycol—conjugated ADA,PEG-ADA)
H 20 TAE 80 AR IIT 4G R PEG-ADA #AIRYT 12
Al ik tt R E A 150 A2 7k, LR AR S
I, AT AR )2 I B 5 A, (HL 2% FH B 5% (200 000~400 000 37T/
i), HHEI PEG-ADA EEAE LN MERAE NP IRIAYT 5=
HSCT {135 5 Ak 8 A A L 255 DA 12 0 2 28 35 D &7
ERT; {5 AT E R 24T PEG-ADA J& B n] JA558 /0 g
FHE, M E 3 PEG-ADA B35 A B 550 AFIE ok A i
DIREAIF], S s R AP AE 25 57 . KRB MRG58 42
FISE DI REMR . BEJG L T 40AE08/D , 20 50% K30 ERT &
HHUREE TVIG, 4 20% % ERT JGRLM, BLAh ,ERT JA97 6
AL 2RO K, JCHIZ BT ADA Hrid =& al
IR TG N h ADA WS BEIRSFR0, Eh  E
FEl N i JE I i, R B TR TG B AT L B SE HSCT,
13 HAEREHESHATE 5 A RA G TR ERREST

HE AR SR TAE ZH A E I 20 S50 e T e
MRz —, REFTAZILHA: G T BRI -~ A1 4
FAR TR ERAVER . S DI RE IR i) LB LR R A 1
TCE EFRGT e e B SR B AR A B A] 5 R R A R
T PR AL SRR B 5 JBPE % (Mendelian susceptibility to
mycobacterial disease, MSMD)-&—FH1 141 Z—12(interleukin—
12,1L-12)/y T Z (interferon—y , [FN—v ) 3 [} Bl BE BT ZPID
IR SRS IR AT T SR v A 55 BE ) A0 BN T R
Gy IR ARG &P T BT A SS AT IR 208 H 19964F:
K K& B IENGR1 g MSMD U 3 K LUK | 2R & B
STATI1 IRF8 IL-12RB1 TYK2 ISG15 . TBX21 % 15 A |
FLrf IL-12RB1 & IFNGR1 Bl 50 8 WL, 4300 40% &
29% ., XEEIE IO TF5 TFN—y (1472 A 0 25 56 2 i 4l
e, Ho RO R R SR B, SR AN Rl 2R i
MSMD 5 IR it ERLEE 5 TFN—y 5k B2 /K-
SR, FOE R R A A R R AR B T R T 4
B, AR TR 2 R A A IR 2T
HRIME, B T B ST IL-12/1FN—y Sl igi gk,
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IFN—y DREPESZAA X T IFN—y 7= AR 2 (4 (838, ] TFN-
v BARIBYTAT A8 MR i = D Re M2 Uk 3, 5 % g
FEAR T R S R BB AT B TFN—y B ARIRYT
IPHEASHERE . TFN—y 1E R Gs2e 7 R mT A T T 4051k
FeifiAk, Treg ML A= R | M oRART 5 2 A T 5240 A7 i
SR ARG PE AT R BOE FAR A A R SE T R A
it fih 2 DR S 7 A R AR 2, DT 36 738 4 B 28 )
REBREE , KA MSMD 8 2 YL K R 2 5 TFN—y [W] I 7] %
SRITAS R RNAR SR BT T . X2 T 1991 AF Rttt
FHIRIT COD, AR I Z M F ST IESE T HXT TL-12RB1
SEORABH) MSMD JR A B AL [N TFN—y 77 5 T
2002 AFARAS 24 W Ry v 1 iy A S50 T A 3 17 TE A A 28 XL
PR JFEF4Efl, 5 HEF7 6T IFN—y 76 MSMD A7 1Y
NI RAIFSE , LA aE b ] MSMD & RS HEIRYT .
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21 RAE TR RIS T

SR AP VH RS (primary immune regulatory diseases,
PIRDs )& —2H LA & B B i ik [ S8 0E RN g S R ARPAIE
[ PID, FLMURURRAE y [ B G i 40 Rt b | N 43U |
S e RS R E M G AR, SR
J5 PID LR i 45 A A ]  ARAEARE M Treg 21 ARAERR G328
i 22 HE M PI3K-Akt-mTOR JAK-STAT %55 S5 i, {45
BT PR AN Treg MR IAYT BN ATRE . /Nl sl A
YR A3 TE O W TR TR LB -3 UG S 25 A 1iE (activated
phosphoinositide 3-kinase & syndrome, APDS) LPS IR a7 S
S RETR 1 (lipopolysaccharide—responsive and beige—like an—
chor, LRBA) BB AR EENE T bk AN 4 (cytotoxic lym—
phocyte antigen—4, CTLA4) BUAZ5HE AN AT STATI JEA 14 2
B (gain of function, GOF) 282545 JLFBs 34 CL IS i 336

APDS F 2013 4F 15 R , 354 4 BRARGE G 51129 200 4%
B9 it p1108 43T (Y PIK3CD GOF 28782 APDS ¥ 3=
B WEFR A APDST, APDS 0] (1 4% PI3K 31 p85a
WY PIK3R1 FEPH T BB Sk 5848 T 8L (APDS2) , i Bk P %8
5P EL p85a X p1108 Ay I ME A3k, (575 p110d DREHY
., pl103 2y Akt-mTOR 3 % H 5 2 (I 43 PI3Ks 94
L3, 1R287E S8 p1 108 X H U4 Akt Fl S6 AUBEIR

fERE I 15, Akt-mTOR 38 B 43 BE T Ak, 2 B MIS 5E 1k |
PATAFRH . BT mTOR il h i EZAEH, FN4E
ARJUE W8 R A TS AT RS AR R e SN ]
AT BR pl108 GOF 248X S6 it BERERR AL Z M, B H HesZ1R
TR IR IR /3 s LR M N A R, B E TER
R A2 WT 40 5] APDS &35 Horh 19 Bl SR IR
TRYT , 20 10005 1] bk L2 4 04 5 ) 0 % i, 29 144 3 061 il
ML . PIBKS H5 Sk /N - RIZE (RS T g 224
il T 40 Akt A1 S6 BEERIL, J&: APDS TR REMERIAIT ISR
HHT 2 A RIS 1E7E 23 SRR 1 Ik PI3KS 40 5] Le-
niolisib FI AP PI3KS 41l 7] Nemiralisib 78 APDS i #
AT AR . EH Leniolisib 1671 6 Bl R JAIT)R
PR ZE R BA s/, 5 CD4 F1 CDS T 4R /b , ot % 41
s b, F1hh B 4Tt EIE# K HRNZ 25 Bk AT K
FEAE Y TG ASREG0, BeAh  FE A Qa2 , A g
BT 22 p1108 3o T A 2o 4 1k TG M e 3 3w
f T A A TR T AR RS A 155 2-DG ml ek
#% PIK3CD GOF Z272 /)N B bk L 38 58 2 91, A R LA APDS
TRIT I 5y — L 2540,
LRBA A& —Fh i Yo IR Bkt B 50, H T2 akii
i 200 A, KHR o AT G PRI, I PRI 2 57
RS 5 LRBA BRIy CTLA4 FAAEFHI AR 1%
I3 T 4 CTLA4 315 (1 2% & D RB BRI S8 AR TS, B 1A%
SEFIRHY CTLA4 A2 LIZEHF Treg FITHAL T 40U R 9 CT-
LA4 7K 3 i s me A g Fm il A FH s, 2015 AFEAF5E & 1
LRBA SR CTLA4 £k LRBA 5 CTLA4 FLE i F N i
WE LRBA = B} CTLA4 3% 25 W BHA P 81, -5 Treg
FIBCE 00 T A0 CTLA4 Fk K- REAR (AR R 41 i TC 12
IEH BAEGE IS TIRE . IZMLH A IR L CTLA4 A5
FEERYTT LRBA K CTLA4 PRSI AS 2 AR ] R, i 1 py
H & —FP CTLA4-Fc @il & R 259, 5 5 PR 42 2 40
CD80/86 4345 A4 T ANMLHLTS , B i Fifr K %
VR, AE LRBA B, B L V5 -I6y 7 R 6% I 5 2% fife v Jo M Al
S L B G R | R (A S SRR N U i AR
T IS AL R AT FEE CD25 JKSF R, W0 Ih 4 /A0 T 20
el b 450, Schwab C SFRUHRGE 11 5114232 iy I 74 3% 5 D1
PLPGERTT 1 CTLAS BRAS AN JE AR H ) B e |
IR L 5 S s ok L 8 4= 4 3 B | s, 2B BT AE B0 12
6 {91 LRBA H3%,2 i CTLA4 g3, o 4 {5l PR By (4 7 35 ple
RS, BB G e i 4 A K B AR A B kA 1
i CTLA4 HEAA IRENEYS . CABIEIESS X 2 59 8
BRI E P A IS AN LGB0 T AR LG i, Xt 22 4
PEE BP0 5 Ak G PR8I0 B T 40 (T follicular
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helper cell, Tfh) Fof8i] & T 1L~2Ra 2K 1) A Ay e £ g
REAG e S O AL E iR AN

STAT1 #f28 STAT K F Z LA Z — , #id JAK-STAT
{558 B AE PR T 20 M A K A0k B BE RR T v ke A
FH,STAT1 GOF 587 #%T 2011 4EAE R vk, LIE
P Bz B 785 B 2 2K B (chronic: mucocutaneous  candidiasis
CMC) G | B B il 20 R R IR, 14 E bR 1
JLH4E 440 421 STAT1 GOF 2845 3%, Hoh 24 30% % 4 H
B R, 2 LRI A TL-17 B 1L-22 19 T 41
KR FE,EAZ B A0/ Tih S, 348 i 2 B A8 vl i
5 CMC A3 X2, 25 H B e LG 0 I B i R o0 4 T
AES LB TR T R N A 06, BT X JAK-STAT {5538 1%
(14 1) 259 JAK 4061590, P Sk A2 30F Th17 400 50 1k el 3%
STATI1 GOF L Bfupie & CMC, HFT4Bkit 20 4STATI
GOF (&35 N FH T JAK S0, I 12 24 /B35 (i R 2R B
TR, 1 BB E O IREREE R HEERE KA 3%
FERRAF LIS ; 55— B TAK A5 5 G2 I 15 5 A%
FERAS BN B2 A 1] STAT1 GOF 2878 L I IR [ 5
Be A e PR /MRS 58 A 2R
22 BAW A KRR ST

ALK [ B SRS R A S e SR | Aot BE A SR
NRHEE, WA B 2 RGEZ B AR RAE/IMASE AR E /N
T T BT ARG . AN TR SR e mT b BUAR X RS 5 1 A5 5
T B (T BT R B ) s 4 R 40 IL-1 IL-18 | ik
PRAE N F—a (tumor necrosis factor—o, TNF—o ) |5 5 2 15 B8 8
5, NP TR S T OISR,

ST/ TR N IV R B IS
FER WM R V8 R FAHOC IR BIESE . 128
F AR A AR RN A1 i S P 2 A8 I, S TG L SRR
5T U O TR G BRE AR R R e SR R A R AR 1
caspase—1 256, 4125 UM L 1) SR E /A, R IE 2 TL-18 11
B B Y], B ST SR FRFL I, R, BELT 1L-
1B A WAL B ARAE UV B tE . HRTC A 20
AR5 UE S BT (15 28 55 TL~1 S5 BURIFEIZ s h A ok
PN 7N S (E ¢ T -l | I I (7 R Y G o 17 NI W

AR SEAE /A R AE S A A A /IMAOE H TR K
SEICH T £ 45 Blau ZRAIE A20 SRR EA R SR, X
BRI IR R ZHE  BORHLH] 2 B4R R B 24 TNF-a (1
Z: 504, ARVEE  FA A AHTAE TNF-o F5507 © BIE S
1225 B B RIEMBR TR AL

[ ABFHE 30 58 HARAE A T AT 2 A0 1 B2 7 A AN
T, FLIR PRI R | AT 30 4 B RAE RV A 2 NERS 22
DRI HAIERS 22 B o B S AL FRIE FELE B AE AT —

FRIEPE 2019 4F TUIS WGRAY T R3304 15 F, 3 i
T R4 350 A7 TBON JAK i3], Hom i B JAK -
STAT i FERHIT T BT A4, RET BT 3 F JAK
PRI (MR PR ETE AT BRI RE Je R B B JE 1 ) Akt
TR IEX A BN, 7R L T 4 305 v 4 S, 0
AMIIRE . BEAE  TNF-o S5HTIG STING AHIC 2L LR 11
ML B I oS 2 2 B = RE A B

B EIRSE [ 25850, FEER B PUIA YT STAT3-GOF /&3,
IFN—y BLHU/1L-18 256 8 AT W I 40 M 2R 5 A1, TL-18 45
G EAYT NLRC4A GOF, JURE e SATIRYT 11 20 M 266 B 51 5
I3 RV ARIRYT WHIM ZRE MBI MG . ZET1ES
W FE 0 /NG T 25004 Wy R AE PID o (8 3R 7 AT CEAS IR
Frhel,

3 EMmTHMRBE ERRTHEERE

3.1 T impeAb

HSCT J& HHiANZF PID ARG TFBL, A 1968 4R E K
BT PID JAY7 LIk HSCT )32 HF SCID \WAS 181 1A
ZEMR (chronic granulomatous disease, CGD) 2 ZF PID R
if o MRS PID B0 A2 Bt AT R LPSiaiREs A
AU TiAL 7 58 R AL R BTAE T30 (graft versus host dis—
ease, GVHD) 55145200 PID /& JL HSCT HRUR K5 . i 20
ARk WFFEETIHE HSCT 235 138 2 25l Ak, (7
HSCT B 0] Bt B i i S B v, S A XU 1 38— v AR
B, EEARIE LR L5 1 D)L G BB A X
PID AT H 5 BR %0, B A LA e BRI e B S8 1
RERINHE A H B A 5, 45 PID gLl B 22, nz
U 25 A W TR e BB RYT T A, iU
G SRR SR A . @ A BRI AR R
AT HSCT AR B ARk St w5 i B I I P22 Ay 7. ARSI
TR R J R BB LR TR 2 I AR SRR, BB H
BARWTHH Ak, i&q—;ﬂévﬁfﬁﬁigfﬁﬁf@(reduced—intensity
conditioning regimen, RIC) 94 $ 214 = Hu g7, FeggpEg /v (7
ARESBUR ARG . X T fv B DR iy SCID UL, RIC
Vb T R FUAE 2R LA 44  X T COD A, SR AR RIC
TR L  WMEAES I F TR B4 B D Re ks i i LIR RS
BORIAER TE WAS B LR 3 L+ IS R I RIC
JZE T RAFH e A 100928835 i . @B R
TNk $EE % TCRap /B 41 HSCT W FH -+ PID, #£ B
¥ GVHD (IRl AR A D8 B Je B | s A A
I FAMEE AR TS , R PID L K A 55 5 1 f s
FEHAR THINAE . FELBR of T/B UM SEan Rl 7



— 1062 —

BRERKFZER 2021 ££55 46 £5 9 #7 ( Journal of Chongging Medical University 2021.Vol.46 No.9 )

YOT A GEiAyT , dE— B HSCT BilfR R AR AE R 5T
BT, Il 255 CDASRAY W14 T 41, {48 CD45RO* T
AN RS AL ) 325, AT AER 45 GVHD ARl BA PR RE /1 .
®GVHD Wy HRYT 71, B FaRB A X T 4iffifh , 35
61 2R B v 5w I HY A2 M0 BN B 22 2 I IR 4)5 /& GVHD
TR RIARIE T 58 o IEAh  FETTUA 3 T 8 T I AT e 240 ok
I (ATG) 8t CD52 Huik——FC BT G VA YT 7] 4R 45
TR T A MIFESRBOCR MR B AT A A $T GVHD —4&
BIT Y IRAMESY BT mTOR AR5 F 28 by
TR JE Sl WUV A PE GVHD 19 28 7 48, TNF-a $i
BRI JAK S0 I 72 5T A AR R R A i

AHBATE 2007 4EA3SETEE N TT & PID 835 HSCT, 2
HATE 5 AL 400 B4R AR , #5 K 43Fh PID Jfh , L H:
1E WAS BT A+, S22 E WAS Bfirhul, il
SARAAFE R 85% L b A TEHE T LR ERER A G . R
EAE HSCT S H A A ek, (A7 3 Sk U8 . GVHD Bijia |
HSCT JE K HRE 7 AT i 2 MR R g e, B Pk
MET AL B R BN TRIFR S (Y S HE 57 S 0 55 R R, PID SR
HIRRIATRY TR TT T B RRYT
32 HKR#ES

LAY FE NN E B SR S A SR AN, A2 IE Bk
PRI DR Gt B R S5 5 RS 0 1) — F AT T-BL. 1990 4F
NIH b7 ADA-SCID FYFER VAT I ARG LIk , L BRIE Y7 6%
JZ T X-SCID X-CGD \WAS 4§ PID &L, #7314
LFRIRIRIT AL, A 2004 4FE LK BLPAYF IR RIS IS TR
FETEAD N Z 3 AE A B AR B AR B | BT A PR G A R
B AL PRI YT M 28 WIS o) R A A
ORI, IR 1 BT U 9 5 2R A S A% G 36 e S 7
(y-RV) AR F I BB A SE R 2, nT 3 ol J s ik PR s
S L DR R0 | HAT e 2 A AU 5 S AP O 1Y) B
Y-RV Bk A5 2 A RO 2 (AAV) BMAAH G PRI
5 NI R 5] 5% 40 20% , o H e B AT S ke,
QB R REWE J7 T, A 5877 K TE 5 DL H 5 PR A s
PRI A T RE R B s, e b i PRI A7 AE L TR 20, EL 2 LR
B BIIAEAERR A0 WU | S8 S0 B BUA BRI %
JRURS: |, AEATSAS B S B0 56 DR 2R3 1) 2 R A 4 . 41k LA
TALEN ZFN ,CRISPR-Cas9 %5 £ A Jp A0 3 14 52 o5 5 2 I 7
B GmR AR , P 18 T E B Bl s B R 3R R A
NGEAR IR , AR S PR 20 %2 4 (o7 1 LA B Bl o 3 PR v A8 5
WCHTRTRE, H T, CRISPR/Cas F G0 K HAT AL (1 h 3 4 A0
YRR A U S AT B R RIS IESS T 5L 4
BHAE X-SCID \WAS X-CGD 45 PID il o iy i A i 5%, H AR
DR 2y 7T 07 FH T 5 2 RS AY PID 491 40 e (o A S s A

FERIEAR R EHE GOF AR . SIS HA i
ARSI 3 P ] 5 B 2468 5 R R I AR A1 5 RS, L B
DNA &5 AL 40 A= 42 45 T A PR e | kPR i
FE PID I KA 7 B2 % Jee S0 R B BE2), AN I 5 1T,
PR T B Lo fif -1 5 1+ 20 L (hemopoietic stem cell ,
HSC) 53 b1 /41 & 1l T 20 B R S A T8 A, 2 ok mT SR
SREN: el (1 R OB/ s i RSB W X (O R s |
13, @A IR 275 T, A5 R A BRI 5 B, 5
TR T R AR 1 TR BT REIE 1 I T A0 38E S DNA #1473,
QAR A 0, B — AR RIS XT PID R 15|
J1e8, GRERTAYT I SZ AT B V5T, B0 I A5 L AE
SEFE AT 0T 3 DA JORAE PID 3, 2017 AR5 — )
BUAE PID SB35 (30 2 WAS (35 FERAYT L), fe s i Y
—J X-CGD R HAIT T WKL A 6 i 18 % LU
LR XFAER Y PID BB sUEA R HSCT KUK 14 8
AT 0 RE R — A SIA R . B I Ak AT
B A e, BE YA YT I B AR AR B ) T
B KR,

124 Rk, AERIAE 25 30 100 PID FEPAST 1710 IR
WIS TSR, IEAERSE B A TS SEED . H.C & HE
T i (Strimvelis 1T ADA-SCID §3G77 ) it 2%
FEBAAT PID FERAY T I R BTRH F8 0 JR TR | 11 55 4 3EA T AH G
RIS o B2 5 DR S AR N AR B A (R T B R e
FEPRIBIFAEA A E BE W TR E PID B AR &

S ) R AR I T B 5 T3 s 14 /N T RN A B
FUREMAYT , M e HSCT FE PRI TARTE ; 7T LATI , Rk
PID W34 78 B ARG v RIS, PID 2Lk ) BB A B T
g B | B B SRR MR A T R R YT
PRUELR R, MG ARG R RS 23 4E PID H 2 3
b B AR S TG SR
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