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(WE) BM il S-1008 HE 115 Z KR 1 Z M BEFREF v (receptor protein tyrosine
phosphatase gamma, RPTP vy ) #HICHEF 2 MAE Q514 U343 ( traumatic brain injury, TBI) &
MARETG P B R, Tk AU s BATsT, 2L 2023 4 5 A % 2024 45 5 A1k
BRI 7 1 B B A2 M 1 TBI SR VE Mo X 4 . ARIEEBFGIE 3 H BUER N, 15
Sy R R BRI R AS R4, R TaqMan FREFET T 0, X EL AR B IR PR OB . LR A
PR S SE A I B, FF MBI S-100 B 2B FI/K P22 5 i a4k [l )3 40 ik 6 S-100 B
5 RPTP y AHCHEH 28 Z R I R FH Logistic M1 43 H7 il % K S-100 B 2 1
5 RPTP y HHOCHH Z M UG AR TN . &R YA 100 ] TBI &%, Hrb 43 %
AR AR . BUEARAS5HE RIEHR C TR CC, CT, TTHMFRLERAHIFEX (¥
P<0.05) ; PRZH I PERY C AT Mii% e CC. CT. TT M 2s R B Geit24 5 X (3 P<0.001 ), P2
ETEVES] . MR  ARRIN AR R RISy . S-100 B F8hRIE] 25 5 HA Giit i X (4 P<0.05 ).
ERNA AT R, RPTPy FEN C/T Z8M 5HE ) S-100 8 4 HACE B CH (P<0.05), £
[ Logistic MIHAMT B, ®KEWR S-100 3 7K3F. RPTPy HHSCHERE (NM_002841) C Z5{i
PR TS A R A SR 2R (P<0.05), MlHEW S-1008 = 0.11 pwg/L M RPTP y HE[H CC %t
RS FEAELERT, TBI BE TG A R Sk, 58 BB S-100 8 &5 RPTP vy
HIRFLH Z A TBL B E ML RERL U PR & UIAI 5, G PR T3l i K20 TBI /84 RPTP vy
FACIE P Z TR S RO
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[ Abstract ] Objective To investigate the interaction between S-100f protein and receptor protein
tyrosine phosphatase gamma (RPTPy) gene polymorphisms in determining neurological functional
prognosis in patients with traumatic brain injury (TBI). Methods This case-control study selected TBI
patients admitted to the Suqian Hospital Affiliated to Xuzhou Medical University from May 2023 to May
2024. Based on their 3-month post-injury prognosis, patients were divided into a good prognosis group
and a poor prognosis group. Genotyping was performed using TagMan probes. Clinical data, genotypes,

and allele frequencies of the two groups were compared, and the differences in cerebrospinal fluid



N

- 108 - rhfEZs R 2026 4F 1 A S 35 #2405 1 )] Chin J Emerg Med, January 2026, Vol. 35, No. 1

S-100p protein levels were analyzed. The association between cerebrospinal fluid S-100p protein and
RPTPy gene polymorphisms was analyzed by linear regression. The interaction effect of cerebrospinal
fluid S-100p protein and RPTPy gene polymorphisms on prognosis was analyzed by Logistic regression
model. Results A total of 100 TBI patients were included, among which 43 had poor prognosis.
Significant differences were observed in the allele frequencies (C and T) and genotype distributions (CC,
CT, TT) between the poor and good prognosis groups (both P<0.05); there were statistically significant
differences in C and T frequencies and CC, CT, TT frequencies between male patients in the two groups
(both P<0.001). Significant between-group differences were found in sex, history of thrombosis,
Glasgow Coma Scale score, and S-100p levels (all P<0.05). Linear regression analysis showed that
RPTPy gene C/T polymorphism was significantly associated with cerebrospinal fluid S-100f protein level
(P<0.05). Multivariate logistic regression indicated that high CSF S-100f levels and the presence of the
RPTPy (NM_002841) C allele were independent risk factors for poor prognosis (P<0.05). When both
cerebrospinal fluid S-1008 >0.11 pg/L and RPTPy gene CC genotype coexisted, the risk of poor prognosis
Cerebrospinal fluid S-100p levels and RPTPy gene

polymorphisms are closely related to the neurological functional prognosis in TBI patients. Clinically, the

in TBI patients increased further. Conclusions

prognosis of TBI patients may be assessed by detecting RPTPy-related gene polymorphisms.

[ Keywords ] S-100B protein; RPTPy gene polymorphism; Traumatic brain injury; Neurological

function
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B3P A58 ( traumatic brain injury, TBI ) 2
RO BN SRR EEPIRZ —, At
FRENR THCHUTE I G M, RSHEPFHIE TG . Bl
TS S PR TR . st i D Re e 11
AUOCHE, JTAEE, LAME A PbnE Y Fs e 58
BRI ZR, SRR W3 5 52 A%
PR R B A S B 22 SR TR LA Y S-1008
HEJETMESEEN, FENMER A
W, PP RGO Iz o0, AR R T RE
PR R T L EAT B R R Y, SR
i TBI S8 0k 1 S s ) B S A bR i 2 —
SR, HEA—IPASAAAE R R IR - HOR D) 2 it
AL AR LA BRI IR S SR AR 2, A
Jot b X s b A ) RIS S, LA S7 F ey oA
TEAESZ ML T A e 2 D REE 1T

ZARTYE B R R WA v (receptor protein
tyrosine phosphatase gamma, RPTP vy ) JER 22 A AE )
SR IR R ] . RPTP y JE PR P A
KARGRE . WIBESBENCEYTZ—, HE
BT SRR AR AT M2 TN Z MG Sl g
WTE, TSEM P TTAETE  RA . RAE
B IIReAERE P FERGIS , RPTPy (193RI 5%
PR IS ST RRE SN . B RIS AL |
iS5 e e PR A K A 28 TG T 5 P A 2 ] A

SR, AT AL 728 S A PPAL Jer A e 2 M 5
MIBIATAS, AAE SR RS

MHT, B AR R R B 2 R
FPAERRR A R B . A e o N P R AR A
RESTBVPAL 5 2 W T SIS BRabi 4 ) A= PR ™
WA, B, R ES A RS SR
M ZSEEEETEAGIR R, DASEEU S0 2 70 ARG 1
ZIE 5 AW, AR B EREALRTT S-100 8 &
5 RPTP v AHICHE R L2517 TBI &ML ThE
WA E R, DIAIG KA T S HA I E
FFRIETE T
1 #EREFE
1.1 HARITKR

AHESE R 0 BRI SE, HEE 2023 4FE 5 H &2
2024 4F 5 RN BB R 27 B I i i = e 220 ) TBI
BB NI S, AARE . (1) T HT N
TBI ; (2) Z3 CT. HPRMi% (magnetic resonance
imaging, MRI ) Z5G A AT LTRG24 75 (3) KM
VEOE, WRPRVER SR HEERbRME ™ . (1) MSMG R
EAAEMULE ;(2) BIFELIRENERS (O .
B 45 ) il 5 ( 3)BRAEA MkAe i i Jibyed e L4 5
(4) ™ i kb FH AR 5 (5)
B ol 4 B4 5 (6) ABERTShFoE ) 42
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Z A RERZ MG FE RS (U1 S-100 8 . ML IifeHA -+ )
MVRFIARZS Y (W BUMR . MBS Y5 ) IR
UE-E

M 28 A J5 3 A A& B B #S F 45
( Glasgow outcome scale, GOS ) 43~ Tl J5 AN K 241
(GOS : 1~3 71 ) Fifis REF4H (GOS : 4~5 73 ),

A RPAFEEMF B AE R, TR
B E 18 1T R B R HZ 51 b (Hfibgns -
20230211 ),
1.2 EEE—MER

EBHE W2 W TBL I ARG, Al =
BIUEIRTERE, DL TS A 5058 . Bk
LG DAES M. A IRBTE A, WA R
07 T N1 92 5 N 1 o7 N & VA T B S5 S A
( Glasgow coma scale, GCS ) 5%,
1.3 SR EHEHRG T

SEU A A FE AR ELAS - W R BFakIE . P
YIgh Bk . 4l fe /- & -1 B8 (interleukin -1beta,
IL-1B8 ). MIEIRFEA T -« (tumor necrosis factor-
alpha, TNF-« ), ZI40f0T1H45L. MT&EH . A4
TR MR, SRR . mIE LS. IRER
A RIR . SRR, Hh =R SRR
[t | fI%5 B R AR IR T e BV S-100 8 &R
f 22 4 K I F (nerve growth factor, NGF ), fi5i I
P 2578 32 A ¥ (‘brain-derived neurotrophic factor,
BDNF ). ZMfEA# (acetylcholine, ACh ),
1.4 EESEGN

Fh L 2 mL # Bk L7 A EDTA $r e, Fi)s
FEHAET -80 CykAf, LA T [F 41 DNA
PEECTAE. RIS REE 2 mL &MFEA, &K
MEAR ORI & (R, b ST ) BYBERH 3% 4
MARA ST DNA $EHCERAE . 1 Bl TaqMan 2865
B ( H 7K TaKaRa 24 7] ) 5 ABIPrism7500 #7551
E it PCRAY (361 ABI A ] ), MG 3] 5
FFJE RPTP y FE[H (NM_002841) L4515 i
R, PCR 4" It (15 | 1) B BT o 3R G /- )
o (hE) ABRAFHEAE, PCR ¥4 5 3 [ 434l
YRWT « B ETE 94 CAAMF T HF2E 15 min, 425
PEAT 45 MRS, BMEFMUTE 94°C 205.56°C 305,
72°C 1 min, HJATE 72 CFHIEM 3 min, LK S
1% ] Bio-Rad CFX manager 3.0 {4 ( 3£ [F Bio-
Rad Laboratories A F] ) T LAAT. PCR Z5RKH] .
RPTP v &K NM_002841 {3 ji A7 76 S5 3L K C/T,

HAMRI49 8 CC. CT, TT =HpZAl,
1.5 Git=FHiE

K FH SPSS 23.0 4 %5 Wi 4 31 1) B8 1 47 43
R S S e R - W B OB - QR 7 1
25 (xxs) Fon, 1] BRI WG 20 ST AR A ¢ K
¥ 5 THECEERL I (%) Fon, I iR A
O KB, MG - IRAAAS SE AT 2 At ( Hardy-Weinberg
equilibrium, HWE ) R & 18 © #6056, £ N
% Logistic [7] 5 4387 52 W VA 97 Fil f5 (9 8 3.l
A NENE 73 B RPTP y JEH Z 8P GCS. IL-18 .
TNF-a Z R A9 KBE. 5] A Logistic [l IS4 71 73
Br RPTPy R 2 & 5 GCS. IL-18 . TNF-«
XPRITIT AL S BN . Lh P<0.05 A2 7 A%
IES-9'8

2 %R

2.1 BEM HWE I8
RN A TBI i3 100 f, TS A KR4 43 i,
TG R4 57 6. Zad HWE &5 0 56E, P
T RPTPy KEK (NM_002841) {7 s A K& DA 7Y 43
A, TESEBR LI E 5 e O 2 8] 22 S e g it
RS, PR B B THEORE, X 250K,
RPTP y JE [ NM 002841 {7 5 () 4% ik [ A 24 HL 4%
RAFBHARRNE (¥ P>0.05), W3 1.
x1 RPTP vy % [ NM 002841 fii & 3 A %! Hardy-
Weinberg ~F-fif 6 3

Table 1 Hardy-Weinberg equilibrium test for genotype at the
NM_002841 locus of the RPTP y gene

I TG AR (n=43) HiE B4 (n=57)
Y O A A
CC 13(303) 12(279) 10 (17.6) 12 (21.1)

CT 21 (48.8) 25(58.1) 0.988 0.610 17 (29.8) 16 (28.1) 0.229 0.892
TT 9(209) 6(14.0) 30 (52.6) 29 (50.8)

22 BERPTPy HXERE S AEMER

SRR EFSTEM LR

E A R4S WU B A4l E C T 4R K&
CC. CT. TT#ix2EREAGI#E L (P<0.05);
P2 5 M) C AT AR & CC. CT. TT Ml % 2%
S EA G E L (P<0.001) 5 PiZH P C i
THI & CC. CT, TTM R R L4 i+ 58 X
(P>0.05), W32,
2.3 WMAHBE—MERILR

P EAE M . AR B . GCS F8 b [a] 22
SHAG R () P<0.05), HARIR2ZE S
gt X (P>0.05), Wk 3.
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*2 W2l RPTP vy 35 R 4378 K 4547 35k PR AR 43 A1 1)
Bin(%)]

Table 2 Comparison of genotyping and allele frequency
distribution of RPTP y between two groups [# (%)]

, SN HpH A
4l el C T cC CT TT
WRARA 43 47 (547) 39(453) 13(302) 21 (488) 9(21.0)
B 24 27(563) 21(43.7) 7(292) 13(542) 4(16.6)
2tk 19 20(52.6) 18(474) 6(31.6) 8(421) 5(263)
PR 57 37(325) 77 (67.5) 10 (17.5) 17 (29.8) 30 (52.7)
Uit 200 4(10.0) 36(90.0) 1(50) 2(10.0) 17(850)
otk 37 33(44.6) 41(554) 9(243) 15(40.5) 13(35.2)
X} 9.913 10.363
P, 0.002 0.005
X} 20.454 20.419
P, <0.001 <0.001
X’ 0.651 0.558
P, 0.420 0.756

T X2 X0 XD MFR - BUS AR RIS TS R4l s gl
ML P PR S AR R B R o7 R

R 3 MLLURE BGOSR S AR AR LA
Table 3 Comparison of general information and laboratory
indicators between the two groups of patients

N=¥ 4
1847 mﬁif)’ﬂ fjﬁﬁiﬁfﬂ 2l Pl
—
iy ()" 58.69+12.65 53.97+11.37 1.958 0.053
Uil 24 (558) 20 (35.1) 4273 0.039
TRTRFER (kgm®) © 2285319 2323342 0566 0.573
s
Ugikd 17(39.5) 20 (351) 0208 0.648
RIS 19 (442)  22(386) 0317 0.574
R I 13(302)  21(368) 0477 0490
I s 24 (558)  20(35.1) 4273 0.039
GCS (43)° 12.054 0.002
<§ 7(16.3) 2(35)
8~12 16 (372)  10(175)
>12 20 (46.5)  45(789)
LSRR

W5 (mmHg )
#79KE (mmHg )
XK (mmHg )
LA (% 107/0)
MEER (gL)
M40 L ( x 10°0)
/ML (% 10°0)

132.15+10.22 132.20+10.16 0.024 0.981
7234+5.68 72.48+542 0.125 0.901
9437+836 94.65+823 0.167 0.867
415+132 428+145 0461 0.646

125.06 £26.37 123.62+£27.11 0.266 0.791

854+1.68  869+173 0435 0.665

212.48 +13.25 207.72£13.89 1.730 0.087

Z3 I (mmol/L ) 517112 524+121 0296 0.768
I35 WUEF (o mol/L ) 4096 £8.56 4273872 1.013 0314
IfRZ%A (mmol/L ) 356+1.18  3.61+123 0205 0.838
JRER (mmol/L) 438+171  434+1.65 0.118 0.906
SRR (mmol/L ) 459+141  4.63+148 0.137 0.892
HiH =M (mmol/L) 1.06+042  1.02+046 0447 0.656

EEENSEANEE( mmol/L) 248+0.81  252+0.76 0253 0.801
BRI MEE (mmol/L)  3.12+£142  3.08+1.38  0.142 0.888

H : GCS MBI BkiPay s Fxes, *H (F, %)

24 MAEABREME®RS-1008 EAKRMEATNAE
FLbi
Wl B S-100 8 & H LA ATIREH T K,

G5 WR, WZH ACh 22 R TG iHEE L (P>0.05),
T JE AN R4/ I B 7 S-1008 . NGF. BDNF,
ACh, TNF-a . IL-18 & T HiE RifFdl, =7 H
AR E X (P<0.05), WL 4.

*a WAL I S-100 B 2K H e 2 DI RED 1 1L
B (xX+s)

Table 4 Comparison of cerebrospinal fluid S-100 8 protein
and neurological functional factors between the two
groups of patients (¥ + s)

B RRA B Rkl
(n=43)  (n=s7) ‘M PM

£t

0.13+0.05  0.09+0.02 5.492 <0.001
126.59+9.38 116.67+9.15 5.310 <0.001
5936 £11.52 32.65+12.58 10.895 <0.001

¥ S-1008 (wg/L)
NGF (pg/mL)
BDNF (ng/mL )

ACh (nmol/L) 535+235  5.64+2.11 0.648 0.519
TNF-o (pg/mL) 22.06+£9.61 1796196 9.160 <0.001
IL-1B (pg/mL) 1726 £5.61 1035+3.01 7.918 <0.001

T : NGF 4 #fi 4844 (K [K 7, BDNF A i J8 P 4 2278 9% I 1,
ACh y Z T IRGE, TNF-o RMIERIER T -, IL-1B F 14NN
NE-1B
25 RPTPy ERE &M EME R S-100p A

IKF B KBRS AT

e VE [ ) 534 7, RPTP y :H C/T 2784k
S IE W S-100 B A FH/KFAHIE (P<0.05), %
MEIRZAA RS (BEAL 2 FIFAY 3 ), RPTPy A
C/IT 2SI S-100 B & KA B %
FEME (P<0.05), W 5.
x5 RPTP v R:H LM SMEHW S-100 B 8 H K

PRUEREieii

Table 5 Correlation analysis between RPTP vy gene

polymorphism and cerebrospinal fluid S-100 3
protein level

Hi 4 S-1008 & 17K -

i
T B (95%CI) Pl
AL 1
ST AR 0.264 (0.113~0.568 ) 0.031
AR 0.231 (0.144~0.436) 0.024
PRI AR 0.473 (0.335~1.251) 0.594
I 2
I 0.214 (0.159~0.398 ) 0.028
B AR 0.285 (0.211~0.365 ) 0.009
FRIE AR LY 0.435 (0.025~1.441) 0.541
iR 3
Jin AR 0.265 (0.158~0.339) 0.034
AR 0.244 (0.119~0.485) 0.007
e AR g 0.489 (0.278~1.365) 0.519

T R R IE R B 2 R AERE . RRRTE AL
W s AR R AN 3 AR AR 2 A FEAN LR L iR e
MR . GCS PF5

2.6 winBEF/FHZEZE Logistic [EA5 7
BN S-100 3 =502 % RPTP y AHCIERH
(NM_002841) FEHBIVER A A&, FHia)T aack
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(fiA R =0, WiE AR =1) 1R ERE R
AL E Logistic MIHMT, 53R BN, mKE
W S-1008 /KF-. RPTPy HKHEEN (NM 002841 )
C E R A R A Gk N2 (P<0.05),
W3k 6.

F 6 HMHFEMEZHE Logistic [EH5Hr

Table 6 Multivariate Logistic regression analysis of factors
influencing prognosis

Ap i B SE Waldy OR  95%CI  Pfi
T S-1008 ( pg/L)

<0.10 (ZE4) - - - - - -

0.10~0.12 0294 0315 4256 1264 1.035~1.566 0.012
>0.12 0325 0284 3.946 1268 0.958~1.306 0.005
RPTPy NM_002841

TT RHA (S H84]) - - - - - -

CT R 0.611 0231 5.125 1.796 1.570~2.680 <0.001
CC HEHH 0556 0214 6.057 1.748 1.432~2.538 <0.001

27 AEEFEBEKER S-100p EAKFETH

Z1h e E FHERT B T4L

ik S-100 B 7K Fe HE A 7 %% 0.11 o g/mL
S RRACE =Ko B IR HERS , EAN ]
PRI S S-100 B 2R /KRS T, i)
RE P T B AR A2 0t BB I e D BB A 7 A AN TR
FERERSE . 455K, CC, CT. TT A& 2],
CC RUELA B P2 D RERERT [A] 22 fk NGF . BDNF
TNF-a FlIL-1 B $8 4576 I W S-100 8 E 200
HE DR Y = R4 RN AS HORON 22 ) 25 5 S i i X
(P<0.05), W.3& 7,

2.8 RPTPy HXER M5 W& S-100p
FEANTENRZEER
THAERHT S R B S-100 8 =0.11

wg/L Fl RPTP y K&K CC JE PR B A7 7 1 35 (1 38 |

EH (P<0.05). TH#IRZLFRIG (B 2), MK

B S-1008 = 0.11 wg/L Fl RPTPy &K CC &

RIARIIL [ AAAERT, TBI BE TS AN R0 RS 2tk —

AR, W 8,

x8 RPTP v R 255 RE K S-100 B XS 1Y5E

HAEH

Table 8 Interaction between RPTP y gene polymorphism and
cerebrospinal fluid S-100 3 on prognosis

[ 2 OR (95%CI )

. N Hila
HE 1 xRl Bk
SER 7 S-100 B n R 1 A 2

HH(pgl)

TT <0.11 2802 SH4 SH4
CT <0.11 107 1.152 (1.147~2.419) 1216 (1.242~2.833)
cC <0.11 83 1487 (1.125~2.117) 1.502 ( 1.208~2.238)
TT =>0.11 4/6 1328 (1.316~3.051) 1.479(1.342~2.306)
CT >0.11 713 1492 (1.281~2.394) 1.503 ( 1.276~2.592)
cc >0.11 210 1526 (1.295~2.743 ) 1.583 ( 1.342~2.803 )

SEHAER AR RERI=1.862 (95%CI:1.216~3.154 ), P<0.05
AP=0.713 (95%CI-0.349~1.528 ), P<0.05
§=1.549 (95%CI:1.448~3.295), P<0.05
LR OR=3.105 (95%CI:2.173~4.281 ), P<0.05
T AL 1 SRR AR KT 2 S RARARRS . MR . R EEE A
SERFE AL AR N

3 itig

TBI AR il PR L 0L L™ H R B2 7, Hem

R7ORFEEF B IGE W S-100 8 H K FAEIREH TR 224k (2=100)

Table 7 Changes of neurological functional factors over time under different genotypes and cerebrospinal fluid S-100 8 protein

levels (n=100)

sob i S-100 B 25 il S-100 EE OB S-100 8 R FE PR A FE R0 S H Y
PR = 7K FAE P{H FAE P{E F1E P{E

NGF (pg/mL)

cCHl 124.31 £9.46 115.32 +£9.39 1.479 0.031 1.380 0.044 1.443 0.045

CT Y 126.81 +9.47 114.13 £9.81 2437 0.246 2358 0.532 2.354 0.391

TT #! 123.27 £9.79 119.89 + 9.89 1.455 0.539 1.654 0.220 2.033 0.289
BDNF (ng/mL )

cCc il 55.43 = 11.36 5227+ 11.25 1.198 0.035 1.558 0.023 1.105 0.032

CT Y 55.47 = 11.19 51.01 +11.02 1.961 0.119 0.669 0.612 0.790 0.277

TT %! 5528 +11.34 5129 +11.39 1.701 0.361 0.490 0.212 0.295 0.388
ACh (nmol/L)

cCc il 5.63 £2.46 5.17£2.42 0.895 0.250 0.560 0.223 2.158 0.450

CT 7Y 5.70 +2.44 5.26£2.32 0.409 0.239 0.381 0.534 1.762 0.352

TT %! 535+2.29 5.17 £2.49 2.243 0.595 0.491 0.404 1.936 0.325
TNF-a ( pg/mL)

cCc il 2278 +5.61 20.06 +5.15 1.674 0.018 2.094 0.036 2.109 0.037

CT %Y 22.06+5.16 22.67 +5.26 1.885 0.428 1.361 0.520 1.688 0.604

TT %! 22.19+5.95 22.03 +5.43 0.918 0.320 0.423 0.213 1.482 0.315
IL-18 (pg/mL)

CcCHl 17.99 +3.52 17.62 +3.30 1.042 0.002 0.257 0.033 1.534 0.042

CT /Y 17.55 +3.21 16.99 +3.36 2.166 0.528 0.512 0.381 0.239 0.239

TT %! 17.38 + 3.45 17.16 + 3.32 1.448 0.552 2.075 0.280 1.901 0.422

7« NGF gL K K7, BDNF MHFEMEMZE R T, ACh N LEEIRGE, TNF-o RFMEIAIEHT -, 1L-18 NHAMENZE -18
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R G BN B A i A AR R,
I RRHER I A%, AU iR BUNA L )5k
PRI, AnBRARZGT . IS, SRR
e RGN YE g B RS, R R AR
4P HAT, IR EXTT TBI MG E 4T
FEFARWE . 25903697 & ", 5 Al i
REEFAR I BB —E T D@ fmiN e, 2
T EE B SRR 225 . AR Ex A
LSRRG LA AR S P B A 2 T R, R
FHARJGI AT BEETG — FRFN I LA, WBPRIERGY . G
BUKSE, X6 AT ™ iR R BIR T AR AT
JERAE ", TBI BUS PG T, —SeEge iy hnin
GCS W4 ) 2 W, ABATS A — e JmBRYE

RPTP vy & A Ry —Fh 52 PR B 85 11 1 2 1R
PR, fEAMfE S T rhp s EE A E, maX)
JC 0 B 1) 1 R AR AL AR Ak, R A R AR
K. b, BRI SL R Y e Rg T,
RPTP v Z 5[5 514 A fln] 87, X
P25 200 R 1 I R AR T B A R R A 28 I 2% 1T
Mg emXER™, ALK, RPTPy 1%
ENL TR Z . SUIRME. /NG T 1 2 A% R
T SR Z R4 o0, FE/NG hRT o el A
J 2T 4R 1 AR 1 5% S100 EF 454 48 (1t e fo 48 5
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