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Bacille Calmette-Guérin and primary immunodeficiency in Children

Jian-xin He
(The First Department of Respiration, Beijing Children's Hospital Affiliated to Capital Medical University,
Beijing 100045, China)

Abstract: Bacillus-Calmette Guérin (BCG) vaccine is a live attenuated strain of Mycobacterium bovis (M.
bovis) subsp. Intradermal BCG vaccination can prevent severe types of tuberculosis in children such as milliary
tuberculosis of lung or tuberculous meningitis. Children with several primary immunodeficiencies are susceptible to
BCG vaccines. The prevalence, pathogenesis, clinical manifestations for severe combined immunodeficiency,
chronic granulomatous disease, and Mendelian susceptibility to mycobacterial disease will be reviewed. More
attention will be paid on features, treatment, and prognosis of BCG diseases in children with such primary
immunodeficiencies mentioned above.

Keywords: Bacille Calmette-Guérin; children; primary immunodeficiency diseases; severe combined
immunodeficiency; granulomatous disease, chronic; Mendelian susceptibility to mycobacterial disease

A 17 (Bacille Calmette—Gu & rin, BCG) /2 K I
T A S o BT B B0 28 22 B AU 37 19 25 0 D55
PTG S FE ) T BT SR 1 il 8 % T 5 A 1 I 55 %
JL AL # O K M S B Bk FE N (primary
immunodeficiency disease, PID) X} BCG ¥ 1 #k #UE .
A SC A 4 A R G S P2 B [ K (severe combined
immunodeficiency, SCID) . 12 W ZE R (chronic
granulomatous disease, CGD) | 2 7 8 /R it % (1) 43 B AT

# %% (Mendelian susceptibility to mycobacterial disease,
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il 2 5 HAB G X 0 . BOIRFFE K2 974 T AL
S G WG A HE AP PR IE R AL
REZNFNZRE . W RENTARE, FET -
B, R BRI R, WA S B, A
FFTE B P52 Bk B DU A 06 R g o 43 RSO T LA
— AR, 2 5 ERATE s R X
o SRR Z AW R, BA 8 A AFEIMIE .
45T 16s RNA , RNA 51 ( RpoB) , hsp65 3R T
A R O T R . AR A A B R
RIUA] o gk B MGG RE L 18 A KRR AR K o)
RFT B - 454 49 B FT B (mycobacterium tuberculosis,
MTB) J& T 58 # 118 A KO BT i . A7 )L BCG
FEW R, BCG R T 55 8 I8 AE KM RAF B . BR800
# FF B (environmental mycobacteria, EM) 1 EM.
ulcerans B J F 3% , A& T 585 25 01 20 BRI, o
18 4 K EM B 45 M.avium . M.kansasii . M.szulgai aw e
K EM £245 M. chelonae , M.abscessus , M.peregrinum .
M.smegmatis , M.fortuitum N N Y A S e e A
A H AR RS R . R R KRN R SR bR A
HPABSE i) ARG I 3] 55 23 AT BT, A b RT3 i
N BT B o 20 SR TR DA R 7 £t i A1) B JBK 8
5% 4K 45 85 3% . MTB 1 BCG M & 7 #5555 3k 15
Y,

BCG 2 1 8K U5 T 1921 4F 3 A 14 28 45 4 23 B AT
W, S22 AR R R s, ENE R
FHAZ TP o R0 R 1 3 7 R 0 E 4K 1) 15 77 B )
He e KAL BCG 172 & . BCGHLZ 253 11X (region
of difference 1, RD1) , Z 4 X 4w b L8] 43 Wb b IR 6
(ESAT-6) AIEEFRIEM A 10 (CFP-10), BCG &
PN SRSV T A o3 8y TR (IFN-y) M,
1.2 BCGY&

BCG NN e e Z i 2 —, (HAA DA
oy JLE RS 1B BCG J& s, RIEBCG K . BCG K¢
PN A e ) B2 R A 0 o T S RAL 5 ~ 15 mm 4L
@R, 2~3FFZNELORNIKE, 4~6/)5
B I ANS BRSSP R, R O 2
it B /N BR BRI . BCG $E R &% 5| /e Jay 3B R
J A I R RE D UL JRy 3 B R 47 H [ A
T B8 S0 A L 45 i R (BCGitis ) 422 T8 43 352 8 K
B i e A T B, 3 86 B By AT RS M S 3 H o
W 7 B JRy S s L A 45 5 b B AN 15t 9 SR B A P AR

L 45 9 18 5 | L 5% 18 T8 1l N 78 422 T 3 A2 1 6 43 5 5%
JHe T G X BERFAE FTZE RN S 5 i, RR Sk
JAl o F5e )™ E A O A SR A HLME BCG /L (BCGosis )
B W LR ORI B BCG B B R, B H T
FiE 441 ~ 2485,

BCG A R FAplE Loy ML 4wl a
AFEBORH)Z s WA EBIR>10 mm; S
PAEME=10 mm; T WK 25 0 R >15 mm; ALk
T #RELS5 4% 5 BCG B i 22 5 BCGosis, AR i ok L
PEEK BCG 4325 . DR 4 Fh il Ar w8 16t
FEFP AL M B B AR =10 mm B EIEIR B . @)X
B RN AL Z A B AR AT X B 25 Az R, R
MR VB b SR A L, 15 mm, ALHE PO
R R AN IE IR B /T 1 27 [T kL4552 B
KATRES HA PR ARG, BB L 2005 ik B &5 2
BWBRANLABH ) . QI . Rk X8z 4
AL A2 B, Z /1A A A 32 B ANt 4 s )
WA . R, BBEALE I A k. @i K
T U REA3Z B, A/e Z 0 1R el B e B 3R
FH P (322 5 25 Fl BCGosis 7 HIV 8 4528 52 151 )L 3 AE IR
ARSI TR R ST, SR B BCG AN R
FAF A1 BCGosis B A A S T 7E S 28 BB I FR A o

2 BCGJ#%®5JLEPID

2.1 PIDHIEX K5

PID JE 48 UK Y S R GRS as B . SRIETh
P L C 2 Ak U 20 i A 5 00 ) S B 2 T P )
(AN 8 BRAT 1 L9 B8 TR 1 DS 0 40 i S % T
T A R BE TS B B G BN i R B AR,
AL B 40 BE 71 ik B8 2 T R R — 2R IR 25 S
fiE. HOHT A PID 434 1025 . DG Rz Bbs: T
LGk BE . B 4H I IE W OEAE K A SR B B R
(T"B*severe combined immunodeficiency, T"B*SCID) ,
T 40 8 A1 B 40 it 34 6kt 4 SCID (T"B™SCID) , g 1§ 1
B2 I A T E BB 9 (combined immunodeficiency
disease, CID) 5 QF AT £5 5 IEHF KUK S i SR P 5
@ VAU g T 10 o P2 B 5 (D Hi 928 % 1 2 9
&5 KM A Wt 20 o B3 i RN/ D RE B B 3 @ A A
JEIE; @A B RIEMERR ; @FMEGKE; O
B0 ; AOPID $LR A,



%151

PO RS LR S B

2.2 BCGRHIBKREZE

B 04010 A0 B B 42 B0 45 5 & A= BCG/EM g% %
FL A 75 5 JE% G 1) 45 B A AR W G 2 B 6 455 ST
T . BRSNS ERE, ARG5S
W5 FEBCG/EM ¥ &AL, I4EME2F i fb o &
W7 RSP IE EM R YL . 3 W BCG/EM #5 )L
- TG — 9 AR R VR ) AR R R AR B, R IR
W M WIZH . 2 B PID FT MSMD®

3 L5BCGHXHIJLEPID

3.1 SCID

SCID f 4 — H it A e e A Tk L i s (AR
AR T UML) Sr Ak Fefd PEems . AR ok a2 2L
T 41 & A AR A0, () B A A LAt 135 il 200 i 3R 43
b5 % o M4 SCID K HLl 43 o il 52 1A 5L ]
i 2 (RAG . Artemis . Ligd . PRKDC) ; T 4 Jifl 5% 1K {5 5
(CD3 . CD45, ZAP70, ORAIL , STIM1) ; T 4fl itd /> 1k
(IL-2RG . IL-7RA . JAK3 . ADA . PNP, AK2) ; i it %
TR0 IR T 40 Bfa i H (CATCH22 \FOXN1 . CORONIN-
1A) o #4J5 SCID s KA 434 : TB (RAG . ADA) 5
TB* (IL-2RG . JAK3) ; TB'NK' (IL-7RA. CD3D.
IL-2RA .PNP); T*B* NK'(ZAP70)"",

2 A A LI A & B, SCID & IR R A 1/5.8 U7,
378 v 1 R A (R 2 W Y 1710 5. i T SCID iR
JLBREZ B T AR, A R M e e DI fE, L
TR X Z2 Bl el Tz ORGSR SR R )
di B A . 208 SCID FBULIEH 1 5 N, 75 A
28 3L i i T 40 M RS A L 3L PR T (IL-2RG L ADA) 5%
fil 2 AR (ADA) VAT Gl T2 2 W RYT. LRmEK
A5 1ML R 5 7 U EL A0 B K, CD3.CD4 . CDS8
() L % B A, CD3 48 % 31 4 <100 wl. (A
300 pL 3% 500 wl) . 288 SCID 3 JC 75 HoAth 52 36 %
o A BV AT AR A5 115 IR 12 W o A7 2 FhvRE K 25 B SCID 77
BRI G . — FR A I AL SCID JE R 58 A8 B
Omenn ZR G AIE, FI R B KT 20 JL7E S0 5 Y 5o B v
ook, ML MR I IE R ICIZ R AL, 43 Th2
RV M N . fBJL™ S Rl i B AT 20 s . I
G I B 5 b R e TR M R AT R T v R TR T vt
T3 — ok B T 20 i 28 6 B 1 S B B A M bt
F 9% (graft versus host disease, GVHD) , IIfii /K 5 Omenn
ZERAMEXMELL X S, s R AR, SCID L H

F TSR, ANaE LSBT 4, Hoh—
SR A GVHD R B, F TR R AT
FARWREILANEA LW SCID R LR, 55
SHIREL, WELAIRLG CDA, Ik R T g .
ST 2t Jfd T 4t s 37 14 B 4% 7] 2% X (TCRVB) 55 Pp 2
Wro B b 2 FhERsk i 54N, A I RL SCID 35 K
ATl FHARZMSCID, #BIL1 B EER, BSHE
A SRR, BRI RE, (R AL
SR 2 LS B 20 i () G e R R
TETERN LA RS H . ©&fF K8
L A 54 28 R FE 28l SCID , 4% 5E L CID, X it
FEBILMIRIT R B R, FERESR T RE i AT 45 7
T I T A AR RS A, T I O R

BCG J& 4 i NS SR b, 5 B9 B 1 W 40 i
o RARAGRE, U 75 W 40 0 IR 1 0 &\ TL—12/
TFN—y 5l 1T 40 i G 328 70 £ %6 40 A AT B B4 O 4 1
JER N R TR L 51% 19 SCID 3 H 3 BCG J&K
Yu, Hirh2/3 3 BCGosis, 1/3 4 BCGitis, SCID # JL<
1A H I 380 BCG M BCG I & 0 B0 % 3 S A 8
) BCG If & i #H 5 (LT 2R, SCID )L BCG %k
(G N R R Z B AT R, 458 A — . A
1 % B CD3'T 41 g < 250 wL i SCID H JL # BCG
s E S T R 2.1 A% o ZEBEAGAE A 5 Omenn 5 G 1IE
T 40 il 9 47 76 A HEBR BCG I . NK 48 it i % F A%
HI NK-SCID 42 35 1f. + 41 Jits £% A (hematopoietic stem
cell transplantation, HSCT) B BCGosis A1 HSCT J5 #5452
BCGosis M fE s &, #278 NK 4ii fg X} BCGosis H A7
4P VE T . 78 1450 BCG 19 SCID £ JLTE BCG i i
MR, HZPUBCCIRYT a2 B H L BCG A 565 &,
TCAE T ;5 160 4] A BCG % 4 AR I 17 H1 BCG ¥R 97 1Y
SCID £ JL 46 7] H B BCG A FET-"
3.2 CGD

CGD e W4 E oM L ZE SRE: DA 28 i 1 9 0
Jei R B ER L rh R 20 i AR A T (R BB R K
SO AR, 7 W LR UKL IS N BE T FE AR
PRk A AL, R I CGD Y R BIL R A o i 4
K BN A B o S TR AT R i R W A A T TR T
(reduced nicotinamide adenine dinucleotide phosphate,
NADPH ) 48 fb, iff /2 WP WA T S 1o 1 O e il JFC B0
HLAL(CYBB.CYBA) K i 2% 0 547 (NCF1 \NCF2) i
b TR R S . ARG LS,



FpIE AR ek

4324

g7 AL VARSI A R Ve S o R N 1)
NADPH 1% i 25 25 W S 40 ML AP I B i 4, 77 A 2o 4]
BB . CGD RSN R WA A 12007 ~25T7,
LRI L. 2k JVE . RE WA E R
G, TE ST FRALIE PR 2 o0

74% () CGD H )L & A BCG %%, CGD L
BCG 9% P2 i 922 N H (0~ 84411 ),
80% B LTE 12 H AT RS #712 . BCG IR I —
UL RFAE 2 L R AR IS, 4 AR PR 0L 4% 3] 2 b 5 407
Jra 56 Jie Jieb 55 7™ B 35t 97 1 g 6 ) A0 96k [ 2 b ik
SEEIE L. 55% BILE KRIEBCGH, HL25%
BILIG B T BV 20 S e 1AL, R 90 PR fd 15 A= A
A ; CGD LI BCG %k H £ 2/3 2l BCGitis,
1/3 24 BCGosis , 24% & JL H 3 BCGitis ; CGD & L )R
5 BCG 2 e 51 % W, B BCGosis 1Y CGD & L,
95% FLA7 Jmy # o A Ja Ik B 45 4% 5 KR AU — A
BCG 5 5 12% A — IR & &P, BCG I E 7 A
CGD B/ W, . HAHMEYE BCCHEMAER N 1%,
80% 1 X—CGD . JL7E BCG % Bif i 30 A ™ & )k
Yl BCG JRY AR T CGD J R 1 fn g AR ey
BCGosis 28 UL Tl . AR GEmk 045, 18 DL I A
Fils R 2552 2. A2 10% 19 CGD LY
FRAR A o A] UL A TR 0 R e 2R 18% B LEA
MTB 1 BCG 3 [f] B 4, 44% i JL HA MTB Jf ¢
24% BV EA 7 BT gL, CGD & )L MTB
(e B R R K SR LB R A=, U E A
I KRR o H WL S Rt 2,

SRR R, AT R N R X A BT
PTG 1) EE B2 R 4P, CGD AR 1Y A s 4 1
HNASRERE SR AN ML A BCG,  HE 7R AV I & mT B Al
BCG & P, X 8 gt 2 5 MSMD % CYBB % 7%
o S R PR A AT IR Sk R 1) A 5 40 i T I 0k T i
B COD [ 43 BT B BIUER 9 200 B /K 7Y
3.3 MSMD

AT 22 3L PID AR XS f@ B AN, BCG F1 EM
AR R O, XA ZE G R A 24 O MSMD..
% HAjE % & H IFNGR1 ,IFNGR2 . STAT1 , IL-12B
IL-12RB1 . IRF8 . ISG15 ,CYBB . NEMO % 5 [ Ml % 1Y
IL-12/IFN—y il LR, R B R 21 Fpisi L 7w ™,

IFN— 15 5 7E 51 X5 73 B B % R R ff g2 v b E
AR o ORI S, B 3 A L A

PN Z AR 3 BOAF R AR A 43, 77 4R TL-23
(IL-12p40 AT TL-23p19) FITL-18. TL-23 FITL-18 5
AR A 2 iR S5 5, 1AL IFN—y 17 A
IFN—y 5 F g 20 L IR 5 R 40 i | i 52 AR 25
020 M T 1L-12p70 FT A P9 ML o ) 5 oy
T HE 5k o IL-12p70 42 5 R — 4K, Hy IL-12A &
BR] 40 1) 11%) 26 i TL—12p35 1 1L-12B & (5] 45 1) 119 T
IL-12p40 £H i . TL-12p40 X 1L-12p70 2 AR HF F A,
5 1L-23p19 1 T il 1L-23 . TL-12 38 i 1L-12 Z 44k
(1 TL-12RB1 A TL-12R B2 2H LAY S 5 — 44 ), ol
P 41 A A NK AR 7= A IFN—y. 1L-12RB1 5 TYK2
i, TL-12RB2 5 JAK2 454 . B AW H G 1L fe it
55 S STATA B IR AL, [FIUR — SRIKAk, B A4
MIA% 5§ IFN—y 72 4E . IFN—vy 52 4 1 2 > IFN-yR1
M2 A IEN-yR2 A, Fi RECIARZS S8k, 5 &2
{55 % 355 . IFN-yR1 Fl IFN-yR2 — 77 5 JAK1 #il
JAK2 A ¢ . JAKs A B 85 2 Ak BUIFN-yR1 i X
% 2 TR 440 B PR 1k o W 2 W2 440 J2 STATI % i/ o
JAKs 5 STAT1 % (2 702 F i & R 727 W iz 1k,
TR ALY STATL 4y F R I8 — Rk fb . X Lok
{6 STAT1 43 FIE W &), BFR A y-TH L+
(GAF) , B A4k, SRR G F45 6105
fRI5 5% o GAF 456 1 )5 8l F X W FR -l IFN— 15 AL
& (GAS) , AL 45 8] 3¢ — 347 51 TTTCCNGG, TH 1L iy
FEHALFE TNF,CXCLI1 ,FCGRIA 45 %) IRFs %5,
WY R R PE (AR ) 78 41 IFNGR1 S-BE 1 BT A
M BCG B LA BCG YR, 77% 4 EM &y, V1
EW 3.1 B, EATHBEG S I E, WIEE, T
o ) o S0 2, 3 R A, R B L T LB S AE T
AN E] 20% 9 8L AT A7 0 ) 12 2 AR #8
IFNGR1 fift {5 15 G fo 4 & M (AD) 38 43 1 IFNGR1
BB B LR IE B8 AR 58 @ PE IFNGR1 BFE 2, A&
KEI BB BESR , J5 5 5 o0 BOFT T i R B
ULo AR SE4 1 TL-12RB1 Glff few W, RN JLE
FLUR M5 BT B RV TR, o B R 0
B, WITEW S Bk, InKiLSsARe, B,
UG AR . AR 58 4Pk IL-12p40 Bl I PR £ 5 5
IL-12RB1 Gk FA = BT L, FRAE b JLEE R & 19 BCG
TR ANUD TR R, Il PR A% 3 R HAR 58 4, FUE
AR o IL-12p40 SR FEE LITTIN S H 0L, HA
SN o AD STATI T RE 3% 2 M e s £ L B8 5%
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WBLR G, LA A, WU AT A, HAh s 5
B b i 3 R IR A F5 AD IRF8 (T80A) . NEMO
CYBB.,TYK2%:, MSMD £ JL 1Y BCG 5 °F 15 % 5% 4F
%A 124~ H o, # SCID #l CGD & JL 4 ~5 H % 4
R O A U R UL T MSMD AL,
ARIWAE DI 4532 2. K4 B A BCG A5 1Y
MSMD B L2 I8 LR B Il 2 k12 & B0,
A4 AT 4 I 40 i AE 1S 5 BCG 3% 19 BCG i
IFN—v .3 19 BCG Jill IL-12p70 ]38 48 h 5, ] ELISA
AL 3 P TL-12p40  1L-12p70 \ IFN—y 7K, 7]
I r TL-12/IFN—-y 38 [ 7] fiE il b 19 2 A 35 R
IL-12B IL-12RB1 . TYK2 ,SPPL2a . ISG 15 %: [N 5 1%
F IFN-~y 43 W Bk M4 . IFNGRI. IFNGR2. STATI,
CYBB M 98 75 S 8 51 %F IFN—y 2 [ B f . IRF8 il
NEMO %8 725 5 B IFN=y 43 W6 15 1y 8t [ o T1-12/
IFN—y i1 5) 58 53 BT A AE R K S 00 25 A S5 1 T e

4 {+8 PIDEH#tir BCGRrIIGT KTE

41 SCID

SCID & JL 1 3 BCG 8 4L 78 1% if T 40 g % 44
(hematopoietic stem cell transplantation, HSCT) i &%
B2 IR HSCT Ji5 8 44 AU Fil BCG 4R 9 2 I 25 A ik
(BCG-IS) , 42 HSCT J5 Al JF & 5E ., $&7% HSCT Hif
HR R BCG &L () F 2 . HSCT R #E K 5 BCG IR YT
AT R HSCT Ji5 BCG &L AU, H SCID & JLAS e A&
iR HSCT B % BCG YL i BR o #2770 BCG 1Y SCID &
JLHSCT Hi J& 1 BCG 1 3l B 4 Al BCG R RIS Tt
HE B . SCID H L HSCT Fi BCG B YL B 1% & 1 ik
# ., HSCT 5t 5 i ¥ BCG & Ys . B A BCGosis [
SCID &£ JL HSCT J& & F H 5 & () BCG-1S. HSCT
J& BCG-IS WIRYT, BRAST BCG iRyT A, 7 4l LAHT
RIGIT (RSB TR . L (2~16d)
) BCG-IS & 2 1 B T HLA A1 & At % HSCT )5 ,
oAt BT T 40 i = 2 [R] ) (CD3*T>500 wl) P,

H T BCG K 4R X mik g Mk e f 25, f % FH e
BCG J& YL Y Bk & 25 R FIAR T . SRR 2 e T
Pt oAt F 5 Bh 25 R e TR S (BRI UD & L A2
AR . AT IS (PR R R BEER) Al
LA 2 o ARIKCE By = 0 B HC BT W T BCG P £tk
(SSI1331) . 4%F BCG (1) SCID H L& By B 7 F 57
K 151 Bl BCGosis Jo% . HSCT T >2 Bt 7 #] 5t BCG

IR R BCG & YL o JC BCG 2 YE /Y $2 FP BCG 1)
SCID £ JL, Je IF HSCT W] 3 %2 BCGosis 1 3 . HSCT
HI#LBCG Z /06 &, HSCT J5 -+ 12 & (1 ~ 3140 H ).
A RIF T E S B AR Y 4 056 B 2 25 W34 T PID iR
T BCGHN B 258 2K, SR 5 4k 22 i B 1 i
2HKZ5Y), 1% HSCT Jm ik 2 fpis f g,
42 CGD

S0 AR AR T W] ) iR Y CGD iR LY
BCGitis, BCGosis 7 22 3 i H A 25 ¥ 697 . — 4k
CGD # JLAIEIT BCGitis, JCH JLH B BCG L i
#H, R COD B ILAR LR YT BCG B el ] Bl 3% |
A% T4 BCGosis 1 CGD & JL 10 4E 77 1% % Ky 34%,
A BCG YLy COD FBILIBET R Ry 509%™, £H
W CGD # LA A W% 80 BCG Yy, B iZ ATt
BCGIRYT, A BT ¥ BCG i 2k B F& 2] e /%, By 1k
Bk PG AL . TERS M AT B A BCG IR CGD L,
HSCT Ji5JC BCG &L & 2 5% i1 ¥ BCG-1S*
4.3 MSMD

56 4 ME IFNGR 6l i 8 % 5 e 25, AR 47 7
TR AN A P A B, R A K 0 B o A
FERITRIT AR OCHE, A0l B & BB fin @ . #5
P Ye o R M TFNGR 1 B 555 i 158 7 IFNGR1
WAL R CEBER ), X IFN-y GBI A
SN, TFN—~y F1TBh M T AR 28 0] L2 iR 97 B g .
IL12B/ILI2RB1 @ [ i 35 Of B8 X5 IFN-y S b %
IEN-yIBIT AR, BIRSEAT R ARG, &6
o BB HPCAE RANTE R, TERE U & 30 70 ROk B
AR AT R

5 BCG #Efhaash 5 &k XU B

BCG 2 Flv il 45 2% Wi By JL 385 ™ H 45 4% 05, W SE
7 i 445 A R0 235 A2 P M B e B o L SR 45 4% 40 R AT
B B AT E R, BCG TR VE A AT BB, 78
RZEZE, it LBCG L& ERR MR B FE T
e M R R A XU L 28 b B 42 Bl BCG HL A kK
Mo B AR LA Bl AT R T A R 5 S . TE PR R 2
AT B 7 T H R JRE E i RE OGO RRE Y T . HAE
tiE, SCID A& LAY B 505 5 <109%* . Kt SCID 44
NGB LAY, 15 Trees 45 5 1K J5 -85 BCG 2
— A H R BB . ZEIR BCG R R AEAE AR 5 4l K
TR AL 2 B B 35 K T B RTE R A BCG R 9 it
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[F1] B 1 B AT 90 75 95 o ) 8 XU o 45 A P ik e ¢
LA % S 23 ~ 49 H L LA B BT 6 H il
W, IS 12 ~ 244 H, RTWLAE 6 A B A B
BCG R b5 4 73 BT T S A A WL o A 45 I
Qe AT R, BRI, FIR T A AR R g
L% R 1A T 8 B R AE R R AR A L2
Ry RORT T8 2 S O G M o B 48 4 A A B0 BCG B
Je— R RERAE, XMHMTRCTEIT R, HEH
Je A AEER A A ik N A9 IS BCG, 1 5 IR ] >k
KUk . &I B BCG 4 5 I 5 28 BURF T A= £ 4k 7
FIR M E , BEARIE P A BT 3 5, RE M s 1
NHEERD BCGH

& £ X B
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