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14 Bl %315 & L7 (Fig. 1). 65 %Ll Lo sk 2t 10 B,
BUHOBENI0B L L, REREDEETH L%
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BHA1HHZZY) T ) —020ml (E—500ml, HA
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Table 1 (2B &5, VB6 MLrbiRpEE, ARk o fFE
P2 RY. Y RFYIY, CYFFY UV OIEFE
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72, BV R3S — oAz VB6 Mg & LT
L7 AFEIGHIIOWTIE, Dayl & Day 15 Tid,
79+29% (mean=SD) 205 95%£9% & A RIZHIML T
W7z (p=0.036). Day 15 & Day 29 {22\ Tl%,95+9%

58I 13% L A RO 72(p=0075). & B,
No. 2 O BH TIXEMEBIEROPFIC X ) BEAGIRAEZ
fh L7720, AFho VB6 D& ARIZ092mg/H &
JELAE G A3 @ B b Tem” (A 1.1 mg/H, WA
ZV10mg/H) 2R TFhlo 228, ZoloE#E T
VEED O VB6 25 LTz,

Fig. 2 IZIMIE ) FEH— VikEoHBEZRT. AR
RE IR R E A T o 7ERNE, 14 BIH 10 61 E % < A
L7z, Day 15O Y F¥H— Vi iEE L, Day 1
WCHRTHEEIZIZES VL0, KTEmAED S
N7z (p=0059). HEZIT-7214BIDH B 26 OEH
(Table 1, Fig.2® §) 1ZoWTid, 1#IA2 HIZ 1 [\IFE
B, BT 1 AR R, b9 1 HIMBEHEORME 1 H
1P EAERTW- EFHERE L) IEBH Y, Zho
DEFHIZH VBV ZINTWAZI ENEZLNLI L
Ph, EO28%BEN L TREHFETEZ LL 25, Day
15123 52ng/ml £ 0 24ng/ml & AEAlPEY K
FH— VO T D SNz (p=0007). FH kR
EIZOWTIE, FHEREDBE 1 FCIRABRGH &
DL FREMO LMD BEDXD - 72205, E&FlicBwv
T, W ETHEREHEOMBEKTIERD SN hsiz. 20

to 15 February, 2013.

62 patients were hospitalized from October 15, 2012

44 were excluded

10 had dementia

3 were severe ill

24 had alreadytakenisoniazid
4 had alreadytaken Vitamin B6

2 had taken drug which might include Vitamin B6
2 did not agree to join the study
1 had mental disorder

1 was pregnantwoman

1 had diabetic neuropathy

(There were some overlaps.)

Y
18 were enrolled
2 hadtaken a supplementary dietincluding vitamin B6
2 not taken a blood sample
Y

14 were analyzed

Fig. 1 Follow-up of studied patients.
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Table 1 Plasma pyridoxal level [Day 1 (before initial dose), Day 15, Day 29] and hospital dietary intake
Plasma pyridoxal Hospital dietary intake Hospital diet Ideal hospital Vitamin B6
. Age BMI. 9 * (ng/ml) (%) lori diet/calories  intake
No (years) Sex (kg/m?) %IBW g calories
Dayl Day15 Day29 Dayl Day15 Day29 (kcal/day)  (kcal/day) (mg/day)’
1 28 M 16.8 76.2 55 25 <20 30 96 80 2,000 2,043 1.32
2 82 M 19.1 86.9 25 24 29 68 90 70 1,800* 1,638 0.92
3 79 M 21.1 95.9 7.2 26 — 100 100 — 1,800 1,850 1.32
4 75 M 16.8 76.3 35 24 21 100 100 100 1,800 1,863 1.26
5 77 M 19.7 894 4.0 38 34 100 100 100 1,800 1,668 1.24
6 79 M 176 80.0 23 <20 22 20 98 100 1,300 1,500 1.25
7 57 F 236 107.3 5.3 45 4.3 100 100 100 1,600 1,626 1.25
8 88 F 16.5 75.2 25 22 23 42 70 68  1,300— 1,200 1,200 1.34
9% 27 M 24.3 1104 44 59 4.8 95 98 90 2,000 2,163 1.37
10 81 M 19.7 89.7 20.0 28 22 68 100 77 1,800 1,440 1.22
11° 59 M 173 786 <20 29 38 100 100 100 1,600 — 1,800 1,779 1.35
12 79 F 204 92.7 22 24 23 80 83 80  1,500— 1,600 1,506 1.16
13 79 M 226 102.7 6.9 36 —7 100 88 100 1,800 1,842 1.30
14 66 F 154 700 <20 <20 —' 100 100 97 1,600 1,200 1.30
Median 78 194 88.1 42 2.7 26 975 99 97
Minimum 27 154 700 <20 <20 <20 20 70 68
Maximum 88 24.3 1104 20 59 4.8 100 100 100

*9%IBW =actual body weight/ideal body weight X 100. "Unable to measure because of discharge or failure to collect blood; *protein-re-
stricted diet; *patients who had excessive food intake, "per gross quantity of hospital diet. BMI, body mass index; IBW, ideal body
weight. Underline: below the normal range (male: 6-40 ng/ml; female: 4-19 ng/ml) of plasma pyridoxal.
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Fig. 2 Changes of plasma pyridoxal.
N.D. not detected. *Patients who had excessive food intake. H,
male; @, female.
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Fig. 3 Assumable metabolism of pyridoxal.
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Changes in plasma pyridoxal levels during standard treatment tuberculosis

Masataka Matsumoto®”, Shuhei Ideguchi®, Masamitsu Hamakawa¢, Hiroshi Ogino®,
Rikiya Koketsu®, Toshiyasu Sakurai® Kimihide Tada® and Akihiko Ikeda®

*Department of Respiratory Medicine, Kita-Harima Medical Center

"Department of Respiratory Disease, Nishi-Kobe Medical Center

“Department of Respiratory Medicine, Sakai Municipal Hospital

Isoniazid (INH), used in the standard treatment of tuberculosis, competes against vitamin B6 (VB6) and de-
creases its plasma levels. The present study aims to analyze changes in plasma VB6 (pyridoxal) levels during
tuberculosis treatment because of limited availability of such data. Among 66 patients with active pulmonary tu-
berculosis, 14 were eligible for this study. All patients consumed a standard hospital diet during the study period.
Of the 10 patients aged >65 years, 9 were malnourished and 1 suffered from chronic kidney disease. Plasma VB6
levels were below normal in 12 patients before INH administration, and these levels decreased further at 2 and 4

weeks after INH administration. However, no signs or symptoms of peripheral neuropathy were observed in any

patient. Chronic VB6 deficiency may thus induce several adverse effects, except for peripheral neuropathy. Fur-

ther randomized control studies should be conducted to clarify the need for supplemental VB6 during tuberculo-
sis treatment using INH.



