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W OE.BH WM KRR R R A A A7) (fluid attenuated inversion recovery, FLAIR) #= £ f + MR i & (' H-
MR spectroscopy,' HMRS) £ 3 # A 7R % P& 4 % 45 45 (diffuse axonal injury, DAD I &% W P a9 15, Fik &4 2002 4 10 A
£ 2008 1 A MG 6945 A R BE R A NAR B B FRUE SN B E 58 6 AR IES T AR A SRR B o 4 DAL 84w 4E 2 A DAT 40, 347
FLAIR #=' HMRS #: & , B R ALL 5 20 & 4 B SFAAE G sr 4, YL FLAIR st DAT 28 % 3F g8 &) DAT 40 5% ) 6935 87 4% 7 A1
A'HMRS b4 DAT 287423k 32 A DAT 285 IR AR B 30 L R 30 A LR T N-C BL R 1 A R B/ WL BR Fm 5 B2 WL BR (NAA/Cr) 2 38 84
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PR R e R AL £ F W A4 F & L, mINs/Cr #o Glx/Cr £ IAA R Fe R EZF A AT FE L Aot BM AR
A DA 284818, DAT 48 T B A AR B 3R LR 3R Ao L & 3 A NAA/Cr B4k = Cho/Cr 7t %, T Bt Ik 4K B 38 #= )£ 38 A mINs/Cr #= Glx/
Cr 7t & s A st 204 vk L 3E S A DAT 28 T B IR AR B 38 A= 238 A NAA/Cr B4k Ae Cho/Cr # & . T B AR AR B 38 A mINs/Cr &, 42
TALAR E 3 DAL 284%, 2518 JE A DAT 28 RALA A= DAT 20 E L6 9% M o Ao B 25, 38 2 B IRAR SR 12 A 55 DAT 48 400 69 45
BANRREE  RANETRG AL EEAFEREAGRR., AW DAl RRAZER B4 o) —F, CLBEE TR P ARG T, #
R AR AR DAL S8 F AR,
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Imaging study on diagnostic value of MR techniques in non-typical diffuse axonal injury”
XIA Hai-jian' , SUN Xiao-chuan'” , LUO Tian-you® , et al.
(1. Department of Neurosurgery;2. Department of Radiology, First Af filiated Hospital of
Chongqing Medical University, Chongqging 400016, China)

Abstract; Objective To investigate the value of MR techniques, FLAIR(fluid attenuated inversion recovery) and ' HMRS(pro-
ton magnetic resonance spectroscopy) in the diagnosis of non-typical diffuse axonal injury (DAI. Methods A prospective imaging
study was performed in 58 patients with craniocerebral injury admitted from October 2002 to January 2008. Fifty-eight patients
were divided into DAI group (33 cases) and non-typical DAI group (25 cases) according to respective criterions. Twenty healthy a-
dults served as control group. The diagnostic value of FLAIR was evaluated compared with traditional MRI; then the ratio of
NAA/Cr,Cho/Cr,mINs/Cr,and Glx/Cr at basal ganglia and genu and splenium of corpus callosum were quantified using ' HMRS
and compared among the groups. Results Compared with traditional MRI, the diagnostic capacity of FLAIR to axonal injury was
greatly improved,and the characters of lesion's size,shape and distributing of non-typical DAI group were similar to those of DAI
group. The difference between the two groups lied in the extension that DAI group had obviously more lesions located in brain stem
and cerebellum. The results of NAA/Cr and Cho/Cr among three groups at genu and splenium of corpus callosum and basal ganglia
were all statistically significant,and those of mINs/Cr and Glx/Cr at genu and splenium of corpus callosum were both statistically
significant. Compared with control group and non-typical DAI group.at those three checkpoints DAI group demonstrated decreased
NAA/Cr and increased Cho/Cr,at genu and splenium of corpus callosum DAI group also showed increased mINs/Cr and increased
Glx/Cr. Non-typical DAI group displayed same result of NAA/Cr and Cho/Cr at genu and splenium of corpus callosum,and same
result of mINs/Cr at genu of corpus callosum, but all these indices of non-typical DAI group had lower change degree compared
with DAI group. Conclusion Compared with DAI group,non-typical DAI group has not only similar lesion characters on FLAIR,
but also similar neurochemical and molecular changes at corpus callosum post-injury detected by ' HMRS. Thus it is concluded that
DAI lies not only in severe traumatic brain injury,but in moderate and even light ones,and MR techniques have potential value in
the diagnosis of non-typical DAL
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[l e SN REF 0 55 b — RSN O DAT RUFE 4 T &
R 55 H A A T 43 b R 2 A R i 45 P, B A I
DAT BYAETESY . X BIRP UL 5 B9 I 47 45 DAL B I IR 12 W7 2 1
TAREBER AH T DAT i 2 55 5 1 1 IR 38 30 K AR AT , 28 5%
B 3G CT FNE B MRI 3T DA 2 Wiee 4 FRE- L - 48k
ZH DAL BE AT FARIGYT  NEAT R A A B LU K E—
BLLIORAE DAL i2Wr A7 2 R A ik, I R 1 75 2 — Fh sk
T HER B DAL KA T-BE . AHIFIT 8 1 16 IR 2 A 44 3 0 S
K & %) (fluid attenuated inversion recovery, FLAIR) Fll & i
F MR 3 (" H-MR spectroscopy,' HMRS) i FH T I K . B 7F
TR HAE IR ML DAT I PR32 W b 59018
1 IERER
1.1 — %R 2002 4F 10 A & 2008 4F 1 A AR 33 41
DAT & 1 25 gl dE 41 DAT B 3k 58 4 B 2 4 A AR T Il
RIFFE . TR BT A LR AR (DM A ()
SE A% B S BERL s (DRI ARVF AT MR Kedr, HEBRARE: (D
B EMZ RN (2 E R EER; O Ui M Eh
MR 28 RGEPNR s (IR BRI R 528

DAT 40 7 4 95 B 35 45 45 22 LAY I R I2 W b o~ . (D 5
VIAMI3 st JU IR A A6 180 B RE I GO #3235 (2) 435 S B
OB, H SRR R I 6hs (30 A7 R AL L MR BR 07 B A AR 5
(D IZFAR KA K I DA FFAE P R B, B K Bk vh 26 55
ST P BB 5 P RS AL 3 RS PN XD G /N I
T35 SMI BAAS B 22 A H ik G B BN T 20mm) , 8UAT I %
H I 5 R DO ST AL o R T P i P Bk S R R AR e B 5 (5) F
P 1 e A R B 5 I AR I P R R — 3 (6) CT B i
BUETH G R R TE

A DAT A998 A bR AE . (D) A L8 1T 5 () fi ) R &
B KB (R85 6h, B TE B R & Bk s (3) Ml & i R 2B K AT
E b TR I T AR A5 R R I B Bl R AR A A 5 5 (D IR P A
HEBR U il 550 P 2 97 9 B0 B TP K Bl 28 R BRI

58 Bl E B 40 i, 4 18 B, AEHE 13~62 % . -1 31. 1
2R R 36 B BATE i 14 B YT 5 B 2k
B 2 ) A 1 B iR 2 AT IE . 12h N 41 B 12~24h
12 ] . 48h J& 5 B, DAT 4 33 B, ABE Glasgow B 2% 14
(Glasgow Coma Scale, GCS) :3~5 43 6 i (£ 5 J5 FE T 1] 2
B 6~8 43 22 B .9~12 43 4 B 13~15 43 1 4 ; J& & B ik it
] :6h 2 3d 5 f,3d 2= 3 J& 19 6, >3 J& 9 #l (&I R 2
B, JE#LA DAT 4 25 il rh . A B GCS #7743 :6~8 43 10 #i].9
~12 4% 11 B . 13~15 43 4 ;& & B 2k B 6] . 6h P 20 4, TC
B & Bk 5 1, I B 2 il AL A AR o L 4B A AR e
SHRHBEZ MRI K 2 B A & B8 50 4 80 AE 20 B4R S it
WAL, Ko 5 8 . 4 12 #il AR 4 16~68 % ,F-1 32.3 %,
1.2 Rk
1.2.1 %% ff/ GE signa MR/I 1.5 T MR LAY, It 4%
Z k& MRS (multi-voxels spectroscopy, MVS) ,' HMRS %% 4
fob B A7 P BRBIL T 25 P 008 R A o S S0 28 P11 Oy 2 S R B2 1k
E
1.2.2 K&EREF BABRF.(DBREARE.ZFEAHETL
LA E AR AR R CT HI 4R s 1% . 47 22 T Rl gk
TTETYIARYT o ()T [ AR A AR AE A2 U 08 Fe o, ] LA
B0 M TR PRI AL 3R R, T LA 52 MR LAY I
25 0. 5h R A5 I ) 25, FT MRI A5 ; MRI A6 25 £ 45 3 I 1
SR T1 A% (TIWIL, TR 450ms, TE 8~9ms) T2 kL%

25

(T2WI, TR 3 600ms, TE 100ms) #1 FLAIR J¥#%1 (TR 10 000
ms,TI2 500ms, TE 40ms) ., (3)47 MRI £ ¥ [6] B gt 7' HMRS
o, L S5 BB . 1 5 i B 2% M8 X (volume of interest,
VOD , % B3 #5 45 95 . A AT 35 3% (Point resolved spec-
troscopy, PRESS) J¥ #1] i 5 il ifii ) 1 == )22 1 - 2 7% WF I A4 ik
P8 D TR T 8 FRUAN 356 i 35 19 1 0 T X8R4 Sy VO, ST 5
B XA KR DAT AR WAL (B 1D 5 TS 513 MK
i F PRESS J¥ 41 #4744 R 42 (TR 1 000ms, TE 144ms. # il
WK 200 YO B>k B VOT A 5 IG5 L I I 44 1 35
FEJRTT BT A ) 56 01 S48 bR 240k B A D ;P HMRS #6045
PR N-Z. Bk K T4 &/ (NAA) BB 4 4 (Cho) LR Al
BERR LR (Cr) JWLEE (mINs) M A 2 R A5 A Bk (Gl .

B 1 THMRS B %8 X i 3%

1.3 AT RGOk

1.3.1 %R W FLAIR % DAT 20} 3F # DAT 2095
B 2 18 8 1 5 A DL B BILBE 45 09 4K 142 [ 3 43 B VO
P B UG 42 I8 308, s 308 A0 O 5T HHMIR'S 4% 45 s B 0k 0 1hi R
PR A HE AR Cr 5 0 R T AUAY HE{E, 43 51 L NAA/Cr. Cho/
Cr.mINs/Cr F1 Glx/Cr A3 A b 9y Ji 78 Ja 358 B A o 55
1.3.2 SEibe¢0rik ARWFS T, B 82 A R i W T AR
ST 43 91 P AR B SR R A I O 7 9 RO 5 L, R A
A BT LR A . R SPSS 11. 0 Geit&kF. FrA SR =
+ s FToRm R T2 0 BT HEAT 22 A FE AR YA 18] (9 L 48 (student-
newman-keuls %) .

2 % R

2.1 FLAIR 3R BGHZEIER EHENRTHSKE &
IEW 5 CT M# #L MRI #H 1L, FLAIR 6 % 242 5 DAT #1l
PRIZ W SR kA Hh 26, A B TR 0 s 401 403 S R R AR L
DAT ]  , FLAIR 7 H rp 19 29 #i & BLAE B2 13 5 38 B Ab | B
7PN Xk L 0 R A /N B L i T A0 S S 0 A B A Y DAL
kA, B T1 K T2 9 R M2 T, % # MRI{UFEH
22 PlEIA LRERM., A4 B PIREMWEG .S 1
1) 2 e A B PE B0 105 05 B R LR Bk . CT & BRI IR R B
A IR WiAT % 18 DAL {H FLAIR 5% # MRI ¥k
&MY DAT R, JE 88 DAT 4 25 1) 35 4 5 i 3t 3k 5%
G A A LI . FLAIR T AT 25 B3 48 b ik b 2% 55 44
¥ % B 22 A~ B R B S AR L 5 AR L L B MRT A AR
T 6 & B 2SI AR (B 2) . JESLT DAT 4R DAT 4152
{5 2 3% BRI P — X591 A 995 Kb 43 A 3 1148 v R i 2 Bk v 4%
55 1T P BB 5 1 0 8 SR I A S8 DI 1 4341 /N I
5 T A st
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*x1 £ 4 NAA/Cr # Cho/Cr I (2t 5)
s Jof AR e I PG s BT
NAA/Cr Cho/Cr NAA/Cr Cho/Cr NAA/Cr Cho/Cr
it 20 1.194+0. 18 1.2140. 24 1.89+40.17 1.8440. 14 1.574+0. 16 1. 85+0. 25
DAT 41 0.757+0. 21 3.110. 62 1.1740. 30 2.75+0. 37 1.264+0. 18 2.4970. 41
A L7 DAT 41 1.0140. 20 1.99+0. 27 1.5640.19 2.19740. 24 1.484+0.23 1.9540. 25
F 4.58 7.32 5. 9¢ 4.55 3.97 4.24
P <<0.05 <0.01 <o. <0.05 <0. 05 <0. 05
*x2 £ 48 mINs/Cr # Glx/Cr B2 (2t )
s Jof AR e I PG s BT
mINs/Cr Glx/Cr mINs/Cr Glx/Cr mINs/Cr Glx/Cr
Xt HE 21 0.2040. 03 0.2470. 04 0.2740.04 0.3140.04 0.3270.03 0.26-0.03
DAT 41 0.610. 35 0.6570. 22 0.52+0.15 0.59740.15 0.380.07 0.3570. 09
g DAT 41 0.35+0. 06 0.30=0. 05 0.3540.07 0. 40740. 09 0.35+0. 04 0.31+0.08
F 4. 04 3.99 3.61 3.88 2.36 2.08
P <<0.05 <0. 05 <0.05 <0.05 =0. 05 =0.05

2.2 DAIZAHE A DAI 20 HMRS 4 45 bR B9 L3
2.2.1 DAI 21 #9E #% DAT 20 NAA/Cr #l Cho/Cr ¥ 3%
Sof B2 (DAT 4 AR SR DAT 45544 T 35 e 308 0 368 i 4y
NAA/Cr #il Cho/Cr ZR A G2 E X (F D, Mxf R4
L DAT 20 7 JF IR A4 B8 356 P 35 R BE IS 15 A NAA/Cr 1Y 1 35 1%
1%, 22806 5t L (¢g=3. 54, P<<0.05; ¢=5.39,P<<0.01;
q=3. 27, P<C0. 05) ; FIIE LT DAT 4040 1L . DAT 0 L) | 3 40
ZE M NAA/Cr B AL 2R AR E L (¢=3.17, P<
0.05; q=3.72,P<C0.05; ¢=3.01, P<C0. 05) ; FIX} B £H 4H L,
A MR DAT 20 49 B JIG R 8350 A R 36 NAA/Cr #9 0 R IC,
R X (g=3. 76, P<0.05; ¢=3. 83, P<C0.05),
FUGE BRZHAH HE s DAT 41 6 BfIRAAR &8 L &6 A1 I8 19 19 Cho/Cr
BEAR.ZFARITHEE X (¢=8.58.P<<0.01; q=3.67,P
<C0.05; q=3.49,P<C0.05); fdE 4L 7 DAT 4140 kb . DAT 41 L)
3 AL Cho/Cr BETH R . ZFAH G+ E X (g=7.03,
P<C0.01; q=3.59,P<C0.05; q=3. 46, P<{0. 05) ; FIX} HE ZH AH
L, 3R B A DAT 21 (4 F I A e 355 #3885 Cho/Cr 1Y 8 25 F
BLERA G ¥ E X (¢=3. 72, P<<0.05; ¢q=3. 58, P<
0.05),
2.2.2 DAI#HFdE# % DAT 20 mINs/Cr #1 Glx/Cr #J b #8¢
Xif B2 DAT 41 A 3E M) DAT 41 IR A4 I 358 F1 R 3# mINs/Cr
il Glx/Cr 2 5 ¥ HA Gt 248 L (F 2) . Fxt R4 L DAI
2 14 JF IS A 35 R 35 46 mINs/Cr M ZEFHis . % 5 A8 St
L (g=3.63,P<C0.05;5¢q=3.59, P<C0.05); FIdE #L 4 DAT 41
AHLG DATALL | 2 SRS S HEA mINs/Cr B EF . EZ A
Giit i L (g=3. 28, P<C0. 055 g=3. 13, P<C0. 05) ; FI X} FE 41
AA LG AE JL A DAT 40 /9 BG4 8 mINs/Cr BT & . 2 %A
it f B L (g=3.55, P<C0.05), FIXf B4 A L, DAT 40 JjF G
R E#A Glx/Cr BETHE . ZFAHIT¥E X (g=
3.35,P<C0.05; g=3. 24, P<C0. 05); Al E #L % DAT 20 41 I,
DATAL k2 MU SA Glx/Cr BE TR/ EZFA G E

X (q=3.22,P<<0.05; q=3. 10, P<C0. 05) ; F1 %} BB 2H 41 [t . A
T DAT 20 4 M52 SR WL Glx/Cr 19 B & T8

a:CT; b: T2WI; ¢:FLAIR,
B2 FFHERE DAIA 1 GIEHE (45 %, L)
MAEZBEEREER

3 3 it

DAL 2 Wi 2 I R MR . R0 6 20 80 %6 J2 AR Y il M 9
I BT L4 R 250 DAL 4E CT A REBRY-, B h T4 k£
B DAT S kb A0 rr 28 55 15 307 10 A VP 45 40 A0 B2 5 1 B 38 L
0 fii = 5% R RIRAAR | G T S0 45 , 2% B 32 B i A T A 4%
LR R A ) 5% T4, Iz 78 T2WT I DAL % kL (4 15 5 5
B FUG LR W A5 5 2500, B0% W MRI X DAL (912 W7 8 1 R A
R, BB TE I PR 12 W7 DAT 3 Bl = % WL A4 B B i 75 2%
W45 S S B 2R R B B A AR AR A8 W A 32 A
[ B, 8 B TR CT G W s A8 i I PR R B " 1 DAL 2
W AR 5 22— P8 O J0 T L 3 I O P B ABURK B DAT K A
B,

EHER MMM R C LIEN, 5 CT &% M MRI M H.
FLAIR # DAL S Wi R 0% kb A& R 3 g % $2 5 . FLAIR a8
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I 100 o A o DA Sl G T A VR A S o B AU B
FAh DS T4 b FLATR {8 A A4 [0 358 s (6] 5 {55 48 5
Rl 20 2B o L B A 35 AR v R X o ek B R T i AR
ASZHy DAL 41 33 i, FLAIR 7830 /9 20 ] % PR A5 84780 1y
DATJE k3 A, % 8 AL MRI B 22 014 W] W a3, X 3R
FLAIR fgfifi 46 K 2500 DAL A5 KRG IR . m TR
R DAL, BB 424 % T 46 945 B DAT S R R B2 Wi dE o
PRI | 5 AR U AR 2 R A EDULIE 3 FLAIR X il 22465 43 7%
b v SRR M R O B 0% E AR )2 T R K £ B AR B A
DAT J% {1,

HE AERBIET B FLAIR 5 CT K # MRI —F£, R
il S R 473 kb (X AR Ak AR5 s B0 AE 3 00 808, B AN R AR AL
A 55 B il RO G B A 28 0T RS T 4N MRS B R Y 1F
B VHMRS By H 904 7T REE MRI f #1 EZ f 5 il -, — 5
REEE R W il 51 00 5 A 4% A DX 38 oh B AR O R 5 B
NAA .Cho.Cr.mINs Fll Glx #P42& A i LA A Ak M I, s se 4
TR A A 3 RN G P 9 B R AR A A 5 4F I 0 B AR G AR IE
2 A BRBEAR X R B 25 53 JC G0 2 B S e IR — i
B TRl P 31 ) 22 5 TE e i 7 X, 2 HMRS Ji i+ DAT Il JR
WFFE B 2 AL T . AT BFIT R Cr 26 A A A & 1
T AR T oA 5 B m e, lORBFFEE E Cr
Ve g AR v 35T AR A0 Cr B0 F T AR A B 8 SR HE 3
BEAR S A A

"HMRS 7 DAT 445 K 25 o5 09 & 305 3h i 92 56 (1 dh 4228
R4 RAYI A . NAA #2002 R 5558 B v Y BB pR i
W7 . DAT 835 DF IR B350 58 2 SE 15 NAA/Cr 19 B 0 F&AIC
R 7R T30 4 87 77 7 A 28 0T o A B A R R PR RE TR0 T R R
O JOEG 2 2 ot 2 2T 4k LR A9 Hb 7 9T LA DM A NAA A 25 1T i
JR2 W P S 52 351 1 26 £F 4k KR A 28 0 RO R BEAS 4k . Cho & R it
58 I 4 M R 6 A DAT 41 iR 46 45 05 Cho/Cr (9 TH 55 $2 /R 76 31X
ST A P2 R ST AT L T IR 38 A B R RE A AE - S DAT Y
95 B BRI S, BT 40 M AR S DAL B9 R B ARAE 2 —,
i HMRS 28 S v i S T DAT J5 i J5 350 A4 s B8 A8 Ak 5 1
mINs/Cr (4T 85 2F — 25 156 W 5 o 20 B 484 A= 2 il R 45 49 41 Cho/
Cr b E Ay EZE N, Glx o 5948 & R 24 Ay M & ok iR
(EAMMEE N Z —, HAT KBS R EAA 15t 5 R
FERI3 J5 4k & 1 Jini 5 5 b R S AR Y DAL AL Glx BT
TIE S J UG A4 3 57 A 48 1 10 o i R

Ak He A DAT 20 975 6 7 9 I R 0 /> 46 25 6 9 HMIRS 45
F DAT 43, KB NAA/Cr FEAKFT Cho/Cr FF 55 , 75 B 3B
B mINs/Cr BT - X 3878 1% 20 % B 2 5 5 T BE G AR A7
FERT DAL 20055 61 2 LA s AR Ak, 2 78 F AR S 30 b &%
R M R BEAT 5 XA T 0 DR G A B 32 B i Q0 3 R
A 5, SCHRIR T8 J0F G402 B B 52 DAT 48 % 1 fif 5103 437 =2
—U2) R DAT 20 NAA . Cho #l mINs §48 10 72 B 4 DAI
2R BN e AR A S R R 4k A i 448 BT DAT 419
L3 AR LR DAT 20 I PR 28 B4 0 42 o AR A5 [R) s SEL A7 I
REALTE Glx 1 582 T e ilE— 25 R 5L T3 — 45

& F DAL ARBAFFLL AR K Bk . iidE DAT 4 K B, 1E
HHIEMPR LT HESI ZRAEMNME S EF 6. NERMAER
AR EATEsh RGEA EEOCR b P iR I R G A i
THEZMAE., A DATAAH L, 73 A DAT 41 FLAIR &3

27

A 1) 0 7K S AR B9 ek b 20 0 DAT 44 B 8 DX 50 L X R R Al
HA DAT 205 B £ B 2 1 JC B i b i T 453 % . B0 TG B 2 0 4R
AT RGN BE . XSO E AR IR B 2k Y A
R 5 M Tl 2R A0 49 7 91 AT RR B O, 5 T A A X3
RKPGIEW B R, J4h BRI N DAL J5 R4k Bk
FURG T Rk AT 80 3 G 0915 5 AN BEAE B 10 04 4% AT vh i R R
5%, DAL J5 B3 ) Fo i A A [R) 8 B A0 25 461", AR S0 36 DAT 41
FJE T HMRS $84% NAA/Cr fl Cho/Cr A28 L /R T X —

25 LR L il 3 FLAIR B JE 38 5218 % 45 5 M HMRS 1)
TERA 2 A AR A 45 0 AR 920 R AR S AL DAT 241 H1 DAT 41
AAAFAE AR (5 KE T8 25 B 43 A T A I G A £ 7 2 8L 1 A= £k
A OS5 W 3 04 DX A Tl 2R 400 3 U B9 Bl RO [ S D R
P ERENAF . . 7E & AR, DAT AR 3 2 g 65 19
—F W ARE T 5 o B, g S R B R A 12 I A i A
DAT AR KM A

SE
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2.4 AMUAERHIZ Lok o 2H 2 0 A0 i AR R il 2k (8 4D
AP AR siRNA 91 2H 40 i A= A< B 2 Bl 40 61 o 290 i A2 < 4 il

AR CHIXT 28 FL0 D 2 78. 204
3 3 it

U B R 2 78 O Tl B SR e i LA S b 2 — e 5
TP U S TR L L BE T AR T e S B M R E ST T
HIER 2 75 Hh R A R B R e e 5t R B, mirs e B
A e R DUME IR YT 20 % 80 %6 Y i YT i 4 AR 98
A R AR AR 22508 o e S W D9 R Sk I B R AR AR Wi A
iR g B = IR T TR,

H AT WFFTIN R 140 I g A M 3 3% AR o = 282 AR K
P AR R B I IR 3 AR 0 i A AR R h LR AR L A
T B0 S AR 1T 4 R P AR 3 O B T L R BLAE . (DD
AR LK, JLF- B M 3% AR R AT 5 AR ) 3k AR,
HRZHom6 IR AR . AR Rk i HLH =2 — 2
AR FER Y1 A AT UM IR TS K A M R RO
AS IR F IR L 2 30 %A AR JERY 4, AR ik n il
A AEAR VA 2 e V85 3% 9 5 vl e A R R 2 A I A T B
e (AR FERN A, RAFH AR 7] 9 1 B0 LAY 5 1R
FWOG . (DA T 4 LA 3 AR AR A O .
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